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Abstract

This thesis contains a review of the literature concerning chronic idiopathic facial pain 

(CIFP) its presentation, management and psychological aspects. A two part study is 

then described:

i. Treatment uptake

The aim of the study was to measure psychological and objective parameters in 

patients attending for treatment of CIFP and investigate their association with 

acceptance of treatment. An assessment of clinical and psychological factors was made 

in 848 patients; of those with CIFP (713), 46% of patients declined treatment, 28% 

opted for routine treatment (10% due to trial exclusion criteria) and 26% accepted 

treatment within the study. The only predictors of treatment uptake were pain severity 

(p<0.001), presence of constant pain (p<0.05) and age and marital status (p<0.01).

ii. Treatment outcome: A comparison of cognitive behavioural therapy alone and

in conjunction with an antidepressant drug.

This randomised placebo-controlled study aimed to assess the effectiveness of 

treatment of chronic idiopathic facial pain with either a) fluoxetine; b) placebo; c) 

fluoxetine and cognitive behavioural therapy (CBT) and d) placebo and CBT in a 

cohort of 181 patients, over a period of three months. Pain and psychological 

measures were made during the treatment phase and an additional nine month follow 

up. Three months treatment with fluoxetine alone or in combination with CBT
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improved measures of pain severity (p<0.005), distress (p<0.05) and interference 

(p<0.05). Control was improved in those patients receiving CBT (p<0.05). During the 

follow up period when trial drug therapy had ceased, these changes were not 

maintained. However the need for further medical therapy was less in the CBT group. 

The final pain score was predicted only by the initial pain severity scores (p<0.001) 

and the time in follow up (p<0.05).
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(n=45); c) fluoxetine and cognitive behavioural therapy (CBT) (n=44) and d) placebo 

and CBT (n=46) in a cohort of 181 patients, over a period of three months. Pain and 

psychological measures were made during the treatment phase and an additional nine 

month follow up. Three months treatment with fluoxetine 20mg, alone or in 

combination with CBT improved measures of pain severity (p<0.005), distress 

(p<0.05) and interference (p<0.05). Control was improved in those patients receiving 

CBT (p<0.05). During the follow up period when trial drug therapy had ceased, these 

changes were not maintained. However the need for further medical therapy was less 

in the CBT group. The final pain score was predicted by the initial pain severity 

scores (p<0.001) and was inversely related to time in follow up (p<0.05).

Conclusion

CIFP is a common problem for which most patients require an explanation and 

reassurance. The psychopathology of this condition may not be different from a 

normal population. Fluoxetine is an effective and well tolerated drug for those 

requiring active treatment, but must be maintained until the patient is pain free. 

Intractable pain patients and those with psychosocial difficulties would benefit from 

CBT. Long term pain did not prevent a successful outcome.

3



Table of Contents

Title page 1

Abstract 2

Contents 4

List of Tables 20

List of Figures 22

Publications as a result of this research 23

Chapter 1 Introduction 28

Pain 29

Acute and chronic pain 31

Physiological and pathological pain 32

Organic or psychogenic pain 35

Other influences 36

Cultural determinants of pain 36

Learning and past experience 37

Pain thresholds 37

Social modelling 38

Control 39

Cognitive factors in pain 39

Suggestion and placebos 40

Pain theories 41

The Specificity Theory 41

4



Summation Theory 41

The Gate Control Theory 42

Parallel Processing Model of Pain Distress 44

The measurement of pain 45

Duration 46

Diagnosis 46

Self reporting of pain 47

Physical aspects of pain 47

Physical functioning 48

Behavioural aspects 48

Psychological aspects 48

The influence of pain upon mood 49

Self report scales 50

Pain intensity 50

Pain affect 52

The McGill Pain Questionnaire 53

Pain location 53

Chronic Idiopathic facial pain 55

Classification 56

Incidence of facial pain 59

Implications 62

Facial Arthromyalgia 64

Definition 64

Description 64

5



History 65

Psychogenic Theory 65

Occlusal Disharmony Theory 68

Meniscal Displacement Theory 69

Management of Facial Arthromyalgia 70

Atypical Facial Pain 71

Explanatory definition 71

History 71

Aetiology 72

Management of AFP 73

Atypical Odontalgia 74

Explanatory definition 74

History 74

Aetiology 75

Management 76

Oral dysaesthesia 78

Definition 78

Description 78

Aetiology 79

Management 80

Management of chronic idiopathic facial pain 81

Opioids 82

NSAIDS 82

Alternative and secondary analgesics 83

6



Antidepressant drugs 83

Tricyclic antidepressant drugs 84

Monoamine oxidase inhibitors 84

Second generation antidepressants 85

Pain, depression and antidepressants 85

Physical therapy 89

a) conservative treatments 89

Exercises 90

Physical therapy 91

Relaxation 91

Biofeedback 91

Occlusal splints 92

b) invasive therapy 92

Occlusal rehabilitation 92

Intra-articular injections 93

Arthroscopy 93

Surgery 94

Psychological interventions 95

a) Reassurance 95

b) The placebo effect 95

The placebo responder 97

Type of treatment 97

Effect of therapist 98

7



The mechanism of the placebo 

response 99

c) Cognitive Behavioural Therapy 100

The cognitive behavioural perspective 101

Treatment phases 102

Primary objectives 103

Aims of the thesis 106

Chapter 2 Materials and Methods 108

Design of study 109

Study population 109

Diagnostic criteria 109

Inclusion criteria 110

Exclusion criteria 110

Concomitant medication 111

Sample size 112

Ethical considerations 113

I. Treatment Uptake 114

Study procedures 114

Clinical procedures 114

Clinical explanations 115

Study measures 116

Clinical measures 116

Subjective measures 117

8



Pain measures 117

Measures of mood 119

Measures of thoughts about pain and illness 120

II. Treatment outcome 122

Study procedures 122

Study drugs 122

Clinical procedures 122

Patient assignment 123

Blinding 123

Clinical treatment 123

Content of the CBT sessions 126

Study measures 126

Clinical measures 126

Subjective measures 127

Additional measures 129

Withdrawl criteria 129

Analysis 130

Qualification for analysis 130

Data processing 130

Statistical methods 130

Presentation of numerical results 132

Chapter 3 Study Population - Results 134

Comparison of pain populations 135

9



Demographic data 135

Clinic population 135

Age and gender distribution 135

Pain duration 139

Marital status 139

Socioeconomic status 139

Referral source 139

Clinical features of clinic population 140

Character of pain 140

Site of pain 141

Variation of pain 147

Precipitating factors 147

Provoking factors 148

Relieving factors 148

Associated oro-facial symptoms 149

Previous consultations 150

Previous treatments 150

Other pains 150

Examination features 151

Pain scores 152

Psychological measures 156

Distress, interference with life and control 156

Social support and family/spouse reactions 156

Activity level 157

10



Mood 157

Illness attitudes 157

Pain cognitions 158

Pain beliefs 158

Patients who did not complete questionnaires 159

Comparison of diagnostic groups 160

Demographic data 161

Age and gender distribution 161

Pain duration 162

Marital status 162

Socioeconomic status 163

Referral source 163

Clinical features of clinic population 166

Character of pain 166

Variation of pain 166

Site of pain 167

Precipitating factors 173

Provoking factors 173

Relieving factors 173

Associated oro-facial symptoms 174

Previous consultations 175

Previous treatments 175

Other pains 175

Examination features 176

11



Pain scores 177

Psychological measures 181

Distress, interference with life and control 181

Social support and family/spouse reactions 181

Activity level 181

Mood 182

Pain beliefs 182

Pain cognitions 183

Illness attitudes 183

Chapter 4 Study Population - Discussion 184

Demographics of clinic population 185

Suitability of patients referred 185

Age distribution 185

Gender distribution 185

Pain duration 188

Marital status 189

Socioeconomic status 189

Referral source 190

Clinical features of the clinic sample 191

Pain character 191

Site of pain 191

Pain variation 192

Precipitating factors 192

12



Provoking factors 192

Relieving factors 193

Oro-facial symptoms 193

Previous consultations 194

Previous treatments 195

Recurrent pains 195

Examination findings 195

Pain scores 196

Pain severity 196

Psychological measures of pain 197

Distress, interference and control 197

Social support and family/spouse reactions 198

Activity level 198

Mood 199

Illness attitudes 199

Pain cognitions 200

Pain beliefs 200

Comparison of FAM and AFP patients 202

Chapter 5 Treatment Uptake - Results 204

Treatment uptake decisions 205

Demographic details of those accepting or rejecting treatment 207 

Age and gender distribution 207

Pain duration 207

13



Marital status 207

Socioeconomic status 208

Referral source 208

Clinical features of the clinic sample 211

Pain character 211

Site of pain 211

Pain variation 217

Precipitating factors 218

Provoking factors 218

Relieving factors 218

Oro-facial symptoms 218

Previous consultations 218

Previous treatments 219

Recurrent pains 220

Examination features 221

Pain scores 222

Pain severity 222

Psychological measures of pain 222

Distress, interference and control 222

Social support and family/spouse reactions 222

Activity level 222

Mood 223

Pain beliefs 223

Pain cognitions 223

14



Illness attitudes 223

Predictors of treatment uptake 227

Are trial patients representative of routine pain clinic patients? 229

Trial patient description 230

Demographic details 230

Clinical features 231

Pain scores 232

Psychological measures 232

Mood 232

Chapter 6 Treatment Uptake - Discussion 234

Treatment uptake decisions 235

Reasons for rejection of treatment 235

Characteristics of acceptors and rejectors 239

Demographic information 239

Clinical features 239

Pain measurement 240

Psychological aspects of pain 240

Predictors of treatment uptake 241

Additional considerations 242

Trial rejection 244

Representativeness of the trial population 245

15



Chapter 7 Treatment Outcome -Results 248

The treatment period 249

Patient numbers 249

Demographic details of each treatment group 250

Clinical diagnosis 254

Patients who had not completed treatment 255

Patient dropout 256

Dropout during baseline 256

Dropout during treatment 258

Compliance 259

Outcome measures 261

Pain severity 261

Psychological measures of pain 264

Measures of mood 264

Main predictors of response across treatments 267

MPI severity 267

MPI interference 270

The follow up 272

Dropout 273

Protocol deviants 273

Outcome measures 277

Pain severity 278

Psychological aspects of pain 280

Mood 280

16



Clinical significance 

Pain severity 

Pain interference

282

282

285

Chapter 8 Treatment Outcome - Discussion 290

The three month treatment period 291

Dropout and compliance 291

Dropout 291

Compliance 292

Treatment outcome 294

Pain severity 294

Psychological aspects of pain 294

The follow up period 297

Compliance 297

Treatment outcome 297

Pain severity 297

Psychological aspects of pain 298

Summary 298

Chapter 9 General Discussion 301

General discussion 301

Recommendations 306

17



Appendices

Appendix 1. Diagnostic criteria and definitions 307

Appendix 2. Patient leaflet 309

Appendix 3. Standardised questionnaires 314

Appendix 4. The shortened Eastman Dental Hospital Pain

Proforma and follow up sheets 335

Appendix 5. Ethical approval 352

Appendix 6. Consent form and information sheet 354

Appendix 7. Sample size calculations 356

Appendix 8. Cognitive behavioural therapy

- sessional content 360

Appendix 9. Cognitive behavioural therapy

- patient handouts 362

Appendix 10. Comparison of patients accepting routine

and trial treatment 409

Appendix 11. Block randomisation method 420

Acknowledgements 421

References 423

18



List of Tables

Table 1. Normal anxiety scores 120

Table 2. Planned patients visits for each treatment group 125

Table 3. Clinic attenders according to diagnostic group 135

Table 4. Demographics of clinic attenders 137

Table 5. Clinical features of CIFP and non CIFP patients 142

Table 6. Pain, mood and psychological scores of patients with CIFP

and non CIFP compared 153

Table 7. Diagnoses within the CIFP group 160

Table 8. AFP and FAM compared - demographics 164

Table 9. Comparison of clinical features of AFP and FAM patients 168

Table 10. Pain, mood and psychological scores of patients with AFP

and FAM compared 178

Table 11. Reasons for refusal of treatment 206

Table 12. Treatment uptake - demographics 209

Table 13. Comparison of clinical features of patients accepting

or declining treatment 212

Table 14. Treatment uptake - pain, mood and psychological scores 224

Table 15. Logistic regression analysis of treatment uptake as a

function of pain scores, demographic and clinical and 

psychological variables 228

Table 16. Patients reasons for choosing routine treatment 230

Table 17. Number of patients in each treatment group 249

Table 18. Demographic details for each trial group 251

Table 19. Distribution of diagnosis in each treatment group 254

19



Table 20. Number of patients with missing data per time point 255

Table 21. Frequency of dropouts in baseline per treatment group 257

Table 22. Details of non compliance with prescribed drug regime within

the trial 260

Table 23. Median pain scores - treatment period 262

Table 24. Mood and pain affect scores - treatment period 265

Table 25. Logistic regression analysis to assess predictors of successful

outcome - MPI severity after 3 months treatment 269

Table 26. Logistic regression analysis to assess predictors of successful

outcome - MPI interference after 3 months treatment 271

Table 27. Data missing at each time point per treatment group 272

Table 28. Questionnaires available within follow up period 273

Table 29. Protocol deviations from the end of treatment up to 12 months 274

Table 30. Patients available for analysis at one year 277

Table 31. Median pain scores during follow up 279

Table 32. Mood and psychological aspects of pain scores during

follow up 281

Table 33. Standard multiple regression of initial pain, treatment and

time upon the last pain score 284

Table 34. Standard multiple regression of initial interference, treatment

and time upon the last interference score 287

20



List of Figures

Figure 1. Physiological and pathological pain 32

Figure 2. Peripheral nerve damage 34

Figure 3. Protocol flow chart 128

Figure 4. Age distribution of clinic patients 136

Figure 5. Frequency of oro-facial symptoms in CIFP and non CIFP 149

Figure 6. Age distribution according to diagnosis 162

Figure 7. Frequency of painful episodes 167

Figure 8. Frequency of oro-facial symptoms in AFP and FAM 174

Figure 9. CIFP patients treatment uptake decisions 205

Figure 10. Frequency of painful episodes - AFP and FAM compared 217

Figure 11. Number of previous treatments undertaken by patients 220

Figure 12. Summary of patient dropout and incomplete data 256

Figure 13. Patient dropout by diagnosis 258

Figure 14. Median multidimensional pain inventory scores -

treatment period 263

Figure 15. Median changes in mood over the three months treatment 266

Figure 16. Overall treatment pattern and protocol deviations 276

21



Publications as a result of this research

Papers

Harrison S.D., Glover L., Feinmann C., Pearce S. and Harris M. A comparison of 

antidepressant medication alone and in conjunction with cognitive behavioural therapy for 

chronic idiopathic facial pain. In press - Jensen, T.S., Turner, J.A. and Wiesenfeld-Halin, Z. 

(Eds). Proceedings of the 8th World Congress on Pain. Progress in Pain Research and 

Management, Vol. 8. Seattle: IASP Press, 1997.

Abstracts

Glover, L., Miles, A., de Haro, L., Harrison, S., Feinmann, C., Harris, M. and Pearce, S. 

(1993) Psychological treatment of chronic facial pain, Abstracts, 7th World Congress on Pain, 

International Association for the Study of Pain, IASP Press, Seattle, USA. pp 51.

Glover, L„ Miles, A., Harrison, S., Pearce, S., Feinmann, C. and Harris, M. (1994) 

Psychological aspects of chronic facial pain. Journal of Dental Research 73, 830, abst. no. 351.

Miles, A., Harrison, S., Glover, L., Pearce, S., Feinmann, C. and Harris, M. (1994) Chronic 

idiopathic facial pain: Pain descriptors, diagnosis and treatment. Journal of Dental Research 

73, 830, abst. no. 350.

Harrison, S., Miles, A., Glover, L., Pearce, S., Feinmann, C. and Harris, M. (1994) Treatment 

uptake in chronic idiopathic facial pain. Journal of Dental Research 73, 830, abst. no. 352.

Glover L, Miles A, & Harrison S. (1995) A factor analysis of the BDI in facial pain and 

mixed pain patients. Proceedings of the British Psychological Society, 3, 80.

22



Harrison S, Miles A, Glover L, Pearce S, Feinmann C, and Harris M. (1995) Treatment uptake 

in chronic idiopathic facial pain. The Journal of the Pain Society, 11, 31.

Glover L, Miles A, Harrison S, Pearce S, Feinmann C, Harris M. (1995) Factors affecting 

treatment uptake in chronic idiopathic facial pain. Journal of Dental Research 74, 876.

Harrison S, Glover L, Miles, A (1996) Do treatment trials recruit representative samples. The 

Proceedings of the British Psychological Society, 4, 58.

Harrison, S., Glover, L., Maslin L., Feinmann C, and Harris M. (1996) Socioeconomic status 

of chronic facial pain patients. Journal of Dental Research, 75, 1196.

Glover L., Harrison S., Maslin L., Feinmann C, and Harris M. (1996) Pain beliefs in chronic 

facial pain patients. Journal of Dental Research, 75, 1196.

Maslin L., Glover L., McLean M., Griffith J. and Harrison S. (1996) Measuring depression 

in chronic pain. Journal of Dental Research, 75, 1196.

Harrison S., Glover L., Maslin L., Feinmann C., Pearce S. and Harris M. (1996) Outcome of 

treatment of chronic idiopathic facial pain with antidepressant medication and cognitive 

behavioural therapy. Abstracts: 8th World Congress on Pain, International Association for the 

Study of Pain Press, Seattle, USA. ppl59.

Glover L, Harrison S. and Miles A. (1996) Multidisciplinary team working: conflict or 

cooperation. The Journal of the Pain Society, 12, 53.

23



Glover L., Maslin L. and Harrison S. (1996) Coping strategies in patients with chronic 

idiopathic facial pain. The Journal of the Pain Society, 12, 70.

Harrison, S., Glover, L. and Maslin L. (1996) Chronic facial pain: socioeconomic status of 

clinic attenders. The Journal of the Pain Society, 12, 70.

Glover, L., Harrison, S., Feinmann, C. and Harris, M. (1997) Treatment dropout for chronic 

idiopathic facial pain. Journal of Dental Research, 76: 1075.

McGillion, J., Glover, L., Harrison, S., Leeson, R., O'Neilly, P., Feinmann, C. and Ibbetson, 

R. (1997) Treatment uptake in TM.T pain patients. Journal of Dental Research, 76: 1075.

Harrison, S., Glover, L., Feinmann, C. and Harris, M. A comparison of atypical facial pain 

and facial arthromyalgia patients. In Press - The Journal of the Pain Society, 1997.

24



25



Dedicated to my 

Mum and Dad

26



27



Chapter 1 
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Chapter 1 Introduction

Pain

Pain is defined by the International Association for the Study of Pain (Merskey and

Bogduk, 1996) as:

‘an unpleasant sensory and emotional experience associated with actual 

or potential tissue damage, or described in terms of such damage’.

The following notes were also attached to the definition:

‘Pain is always subjective. Each individual learns the application of the 

word through experiences related to injury in early life. Biologists 

recognize that those stimuli which cause pain are liable to damage 

tissue. Accordingly, pain is that experience we associate with actual or 

potential tissue damage. It is unquestionably a sensation in a part or 

parts of the body, but it is also always unpleasant and therefore also an 

emotional experience. Experiences which resemble pain but are not 

unpleasant, e.g., pricking, should not be called pain. Unpleasant 

abnormal experiences (dysaesthesias) may also be pain but are not so 

necessarily so because, subjectively, they may not have the usual 

sensory qualities of pain.

Many people report pain in the absence of tissue damage or any likely 

pathophysiological cause; usually this happens for psychological
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Chapter 1 Introduction

reasons. There is usually no way to distinguish their experience from 

that due to tissue damage, if we take the subjective report. If they 

regard their experience as pain and if they report it in the same ways 

as pain caused by tissue damage, it should be accepted as pain. This 

definition avoids tying pain to the stimulus. Activity induced in the 

nociceptor and nociceptive pathways by a noxious stimulus is not pain, 

which is always a psychological state, even though we may well 

appreciate that pain most often has a proximate physical cause.’

There does not appear to be a single direct link between injury and pain. The greater 

the damage caused does not necessarily lead to more intense pain. Frequently, serious 

injury is sustained but no pain is felt, as in congenital analgesia, soldiers wounded in 

battle (Beecher, 1959), and more recently in a population of hospital accident and 

emergency department attenders (Melzack etal ,  1982). Pain can sometimes be present 

when no injury has occurred, no tissue-damaging disease process is present, or long 

after healing is completed. In 70% of tension headaches (Olesen, 1986), and low back 

pain no damage can be found to be responsible for the pain (Loeser, 1980).

Pain can be classified according to any of its many features: duration, origins, 

distribution and characteristics. Possible differentiation according to duration and 

origins is briefly discussed overleaf.
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Chapter 1 Introduction

Acute and chronic pain

The distinction between acute and chronic pain is made primarily on the basis of 

duration. Acute pain is typically associated with autonomic changes, anxiety and 

behavioural responses directed at seeking help. Chronic pain, which is defined as pain 

which has persisted for 3 months or longer (Merskey and Bogduk, 1996) is often 

associated with a pattern of vegetative signs, helplessness, hopelessness and 

depression. The pain may be considered to be no longer biologically functional and 

frequently no adequate explanation can be provided. Psychological factors play an 

increasingly important role as the duration of pain increases often with severe impact 

on family and lifestyle possibly leading to the emergence of ‘abnormal illness 

behaviour’ (Pilowsky, 1969). However, there is a diversity of illness expression 

apparent amongst patients which may be accounted for by the interrelationship of not 

only psychological status, but also possibly due to influences from biologic changes 

combined with social and cultural contexts (Von Korff et al , 1992). An understanding 

of the process occurring between acute and chronic pain states is important in aiding 

prevention of chronicity and in the identification of those patients whose acute pain 

conditions are likely to become chronic. At present, knowledge in this field is limited, 

many demographic and psychosocial factors have been shown to be predictive of 

chronicity in a host of studies, but the results are inconsistent and therefore only 

provide only a preliminary investigation of the issues (Turk, 1997). At a cellular and 

molecular level several theories exist as to possible contributory elements to the 

conversion from acute to chronic pain. It is thought that chronic pain may be the 

product of sustained peripheral sensitisation of nociceptors associated with the 

inflammatory process due to its inflammatory mediators (Steen et al, 1995), or the 

result of changes in the dorsal root ganglion following peripheral nerve injury or of 

dorsal horn neurons following inflammation or injury (Mao et al, 1994 and Hokfelt 

et al, 1994). The processes will be further described in the following section.
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Chapter 1 Introduction

Physiological and pathological pain

The physiological and pathological roles of AB and C nerve fibres are demonstrated 

in Figure 1. Under normal physiological conditions, nociceptive signals generated by 

C-fibres initiate acute pain and a protective reflex, activation of low threshold AB 

fibres by innocuous stimuli does not induce pain.

physiological (acute) pain

high intensity stimulation 
(thermal, mechanical, chemical)

C- fibre acute pain (protective)

low intensity stimulation 
(touch, pressure, brush)

■AB -fibfe- innocuous sensation

pathological (chronic) pain

tissue damage, inflammation, 
disease

C -fibre hyperalgesia

nerve injury C -frbre allodynia

low intensity stimulation 
(touch, pressure, brush)

Figure 1 . P h y s io lo g ic a l  and pathological pain

Following injury, an acute inflammatory reaction develops in the damaged tissue with 

tenderness of the site of injury (primary hyperalgesia) and of the surrounding (normal)



Chapter 1 Introduction

tissue (secondary hyperalgesia). The primary hyperalgesia is thought to be mediated 

mainly by algesic chemicals such as bradykinin, prostanoids and histamine being 

released from the damaged tissue. Central and peripheral mechanisms for the 

production of secondary hyperalgesia involving increased sensitivity of spinal cord 

neurons and localized peripheral nerve endings (Hardy et al, 1952 and Le Motte et al, 

1991; and Carstens, 1995 respectively) have been suggested, both appear to occur. 

Central changes appear to occur in dorsal horn neurons when encountering 

inflammatory pain and in dorsal root ganglia when presented with neuropathic 

(resulting from nerve injury) pain (Hokfelt et al, 1997) and to a lesser degree by 

tissue-injury evoked hyperalgesia (Price et al, 1997). In pathological pain, following 

various types of injury or nerve damage, C-fibres become hypersensitive and induce 

hypersensitivity in sensory pathways resulting in an enhanced and persistent response 

following sensory nerve stimulation. Under these conditions, low intensity AB-fibre 

(non painful) stimulation induces pain (allodynia). As in acute inflammation, activation 

of afferent nerves induces an axon reflex and the release of sensory neuropeptides 

such as CGRP, substance P and neurokinin A. These peptides can change the 

excitability of sensory nerves and postganglionic sympathetic fibres. Ectopic activity 

peripherally and hyperexcitability centrally can also occur (Figure 2.). An increase in 

release of other peptides such as nerve growth factor (NGF) which normally maintains 

cellular phenotype and regulates growth, also occurs (Lewin and Mendell, 1993). This 

may possibly mediate the release of neuropeptides (Weihe et al, 1994) and other 

chemical receptors at the level of gene expression by altering cellular phenotype, it 

can also activate immune cells, alter local blood flow and induce the release of other 

substances (e.g. cytokines, prostanoids and kinins) (Goedert et al, 1984; Lindsay and 

Harmer, 1989 and Lindsay and Lockett, 1989). This, in turn, can activate or sensitize 

primary sensory neurones directly.
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Chapter 1 Introduction

Organic or psychogenic pain

When no obvious physical cause for pain can be identified, the pain used to be 

described as "psychogenic" in origin, and patients were thought to have an emotional, 

motivational or personality problem as the primary cause of their pain behaviours 

(Fordyce, 1976). A sub-group of these patients were identified by Engel (1951) 

without detectable lesions who were characterized by excessive guilt feelings, 

intolerance of personal success, and family histories where pain and aggression were 

prominent. Psychogenic pain no longer has a place in diagnostic classifications 

systems for either psychiatric illness or pain and has been replaced by pain of 

psychological origin (DSMIV). The distinction between organic and psychogenic pain 

is of little value since psychological factors play a major role in all cases of acute and 

chronic pain. In addition, psychological factors have an effect upon the physiological 

systems involved in both pain transmission and perception. The extent to which 

psychological disturbance is the result rather than the cause of chronic pain is being 

much investigated and is a matter of some debate (Merskey, 1989).
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Chapter 1 Introduction

Other influences

Other factors can significantly influence pain and its experience and need to be taken 

into account whenever pain is described or investigated. The following factors have 

been investigated as influencing pain:

- cultural determinants of pain;

- learning and past experience;

- pain thresholds;

- social modelling;

- control, and the meaning of the situation;

- cognitive factors in pain;

- suggestion and placebos.

These factors will be briefly explored in the following section:- 

Cultural determinants of pain

Ethnicity is regarded as an important factor affecting reporting behaviour. Different 

cultures vary in how much they encourage displays of pain (Skevington, 1995). Whilst 

strong associations have been found between ethnic background, beliefs and attitudes, 

and behaviour associated with pain, it has also been suggested that the social context 

of a symptom may be more important (Zola, 1966). The strength of the originally 

described ethnic associations has been questioned by Lipton and Marbach (1984) who
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Chapter 1 Introduction

found substantial inter-ethnic homogeneity for most aspects of pain experience. 

However, in laboratory studies to assess ethnic variation in pain thresholds, no 

differences were found in sensory discrimination. Differences were found between 

ethnic groups in their willingness to tolerate pain stimuli and subjects ability to be 

coaxed to accept a higher level of pain (Stembach and Tursky, 1965).

Learning and past experience

To examine the role of early experiences in pain, it is worth mentioning a number of 

animal experiments (described by Melzack and Wall, 1982). Animals were kept in 

isolation cages from infancy to maturity away from normal environmental stimuli. On 

release they failed to learn from painful experiences, repeatedly injuring themselves, 

and had apparent low levels of observable emotional disturbance in relation to pain. 

The experiments all appeared to suggest that environmental stimuli acquired during 

early experience plays an important role in pain perception (Melzack, 1969), but also 

that genetic factors may be involved, as some animal species were more able to adapt.

Pain thresholds

This has also been a factor in the context of cultural influences. There are three 

threshold measures: sensation threshold; pain perception threshold and pain tolerance 

level. The sensation threshold appears to be essentially similar in different subjects and 

groups of subjects, whilst the latter two thresholds appear to be affected by cultural 

differences and levels of stoicism (Stembach and Tursky, 1965). Memorable painful
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experiences appear to directly affect pain thresholds. Very painful experiences, such 

as childbirth can act as a reference point for further painful experiences and have 

revealed higher tolerance thresholds in older parous women (Hapidou and De 

Catanzaro, 1992). Social influences also appear to affect reports of pain and 

thresholds. The gender of the experimenter (relative to the gender of the subject of the 

experiment) can affect the outcome. These studies have shown that women are 

relatively unaffected whilst men are usually more stoical in the presence of women 

giving lower pain ratings to women experimenters (Levine and De Simone, 1991).

Social modelling

Observing how others react to circumstances in their environment and how they 

identify the consequences is thought to be how most human learning takes place. This 

modelling process also applies to pain and pain perception (Weisenberg, 1982). It has 

been reported extensively in patients with bums, post surgery and in laboratory 

settings and is probably responsible for many of the ethnic and cultural differences 

previously described. The role of modelling in chronic pain patients has been 

extensively investigated (Turk and Flor, 1987). It appears to have important 

consequences for understanding how patients live and cope with pain. Both positive 

and negative social reinforcements exist from those close to the patients and health 

care providers, which can have an important role in enabling successful treatment of 

chronic pain (Fordyce, 1976).
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Control

A belief in control over a particular situation appears to influence how the experience 

is perceived. Belief in one’s control of a situation tends to be associated with 

improved pain coping and occasionally, pain reporting (Skevington, 1995). 

Experiments with electric shocks in animals showed that those animals with control 

over the shock were less disturbed and there was a smaller rise in blood pressure 

compared to those who had no control (Mowrer and Viek, 1948). Similarly, in human 

experimental studies those given a ‘sense of control’ over the shocks, by being 

informed of how to respond, reported less pain. Those with no control reported greater 

pain. The use of control has been investigated in post operative patients, who, when 

taught some basic skills for dealing with the pain (breathing and relaxation strategies) 

reported less pain and used less analgesics (Egbert et al , 1964; Langer et al , 1975). 

It has however been suggested that these findings may be mediated by a reduction in 

anxiety as post-surgical pain appears directly proportional to anxiety (Martinez-Urrutia, 

1975).

Cognitive factors in pain

Most of the work undertaken to assess the effect of cognitive factors in relation to 

pain has been done in conjunction with cognitive-behaviour therapy, which aims to 

correct distorted thoughts and beliefs. Whilst it has not been proven that cognitive- 

behaviour therapy shows an improvement of pain reporting, patients daily functioning 

with the pain improves, patients appear to "feel better" with the pain and live with the
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pain in more appropriate ways (Skevington, 1995). It would appear that cognitive 

factors are unimportant in pain report, but can affect total functioning of the chronic 

pain patient.

Suggestion and placebos

The placebo effect is discussed later. Its effect cannot be separated from suggestion. 

‘Suggestion’ could be responsible for the entire placebo response itself and justifies 

the use of a ‘double blind’ technique for evaluating any treatments where patients and 

physicians expectations have their own powerful therapeutic value (Skevington, 1995). 

High status therapists appear to produce a more powerful effect than low status 

therapists, and the confidence with which a placebo is administered appears to affect 

its strength of action (Richardson, 1995). Also, hypnosis can combine the manipulation 

of attention and suggestion and has been shown to be powerful in patients who are 

able to report lack of pain arising from procedures normally considered to be 

extremely painful e.g. burns or ice water (Hilgard and Hilgard, 1975).
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Pain theories

Many theories of pain have been proposed, each working from a previous theory’s 

deficiencies and inadequacies, but based upon new research or clinical information. 

The theories of major interest are outlined below.

The Specificity Theory

This theory of pain was first described by Descartes in 1664 (Melzack and Wall,

1982). It suggests that messages from pain receptors in the skin are carried to a pain 

centre in the brain. Experiments (reviewed by Melzack and Wall, 1982) have shown 

that there is a one-to-one relationship between receptor type, fibre size and quality of 

sensory experience. Therefore, each type of fibre was described as having a distinct 

pathway to a specific centre in the brain. A ’pain pathway’ has been described in the 

spinal cord - the spinothalamic tract - (Keele, 1957) which is essential for pain 

sensation and could perhaps be the main pain pathway to the brain. The psychological 

evidence, however, does not support the one to one relationship between pain 

perception and intensity of stimulus (Melzack and Wall, 1982).

Summation Theory

Summation Theory was proposed by Goldscheider in 1894 (Melzack and Wall, 1982) 

in order to overcome the difficulties with inadequacies in the Specificity Theory. It 

was suggested that pain is produced by specific patterns of nerve impulses from the
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sensory input in the skin by summation in the cells of the dorsal horn. Pain being 

produced when a certain level of stimulation is exceeded. The summation could be 

delayed or enhanced by pathological conditions. This did not account for the obvious 

importance of the central nervous system in phantom limb pain and causalgias. Central 

summation was suggested by Livingstone in 1943 (Melzack and Wall, 1982) to 

account for these clinical syndromes. The theory suggests that pathological stimulation 

of sensory nerves (e.g. after peripheral nerve damage) initiates activity in reverberatory 

circuits in the grey matter of the spinal cord, this could be initiated by normal sensory 

inputs. This theory fails to explain the inability of surgical lesions of the spinal cord 

to abolish phantom limb pain.

The Gate Control Theory

This was proposed by Melzack and Wall in 1965 (Melzack and Wall, 1982) to 

account for all of the following:

1. The high degree of physiological specialisation of receptor fibre units

and of pathways in the central nervous system;

2. The role of temporal and spatial patterning in the transmission of

information in the nervous system;

3. The influence of psychological processes on pain perception and

response;

4. The clinical phenomena of spatial and temporal summation, spread of

pain, and persistence of pain after healing.
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The theory suggested that the flow of nerve impulses from peripheral fibres to the 

spinal cells to the brain can be increased or decreased by the action of a neural 

mechanism - ‘the gate’ - located in the dorsal horns of the spinal cord. The 

modulating influence of the gate was able to act before pain is perceived or responded 

to. Modulation was proposed to occur at any of the synapses between the spinal cord 

and brain. Large fibre inputs tend to close ’the gate’, inhibiting transmission, whilst 

small A-delta and C fibre inputs typically open it thereby facilitating transmission. 

Extensive work by Wall and his colleagues has revealed that cells comprising the 

substantia gelatinosa seem in particular to be responsible for modulating the input 

from peripheral fibres to spinal cord transmission (T) cells (Wall, 1964). It was 

proposed that the gating mechanism is influenced by the Central Control Trigger, 

which is a further system of large diameter, fast-conducting fibres which activate 

selective cognitive processes. The theory also proposed a central action system 

comprising the neural areas that underlie the behaviours and experience that make 

pain. This system is activated when the output of the T cells exceeds a critical level. 

Control over the sensory input could also be exerted via efferent fibre conduction 

relating to memories of past pain experiences, attention, emotions and other cognitive 

influences. The original theory has been updated to include the actions of the 

substantia gelatinosa as either inhibitory or excitatory links which could be pre or post 

inhibitory (or a combination of both) and the presence of a descending inhibitory 

control (Melzack and Wall, 1982).
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Parallel Processing Model of Pain Distress

An alternative model of the relationship between pain and emotion has been proposed. 

From the point of sensory input onwards two separate, but interacting parallel 

pathways exist for the processing of pain. A sensory-perceptual or informational 

pathway deals with the location, intensity, duration and other physical attributes of the 

stimulus. The emotion pathway generates the distress component of the pain 

experience. Leventhal and Everhart (1979) suggest that the interaction between 

informational and emotional pathways is, essentially, the gate mechanism. This has 

been supported by the demonstration that anaesthesia instructions given while under 

hypnosis result in a dissociation between the ’informational’ (sensory) and ’emotional’ 

(distress) components of pain (Hilgard, Morgan and MacDonald, 1975). Similarly, 

Leventhal et al  (1979) showed that pain intensity and pleasantness are differentially 

affected by instructions on how to monitor pain.
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The measurement of pain

Pain measurement is essential for the study of pain, its mechanisms and in the 

evaluation of pain control methods. However, the subjective nature of pain itself 

makes this a complex task. The multidimensional aspects of pain suggests that proper 

assessment of pain should involve measurement of the following elements: 

physiological; sensory; affective; behavioural; and cognitive and lifestyle impact. 

Physiological changes, are also thought to be important in the experience of pain 

including muscle tension measured by electromyographic (EMG) changes, and 

vascular changes thought to cause tension and migraine headaches respectively. As yet 

no consensus can be demonstrated on the effect upon pain and routine measurement 

of physiological aspects.

The description of pain is difficult. Individuals seem to use different descriptions for 

what appears to be the same experience. Language can be different and 

communication between individuals difficult because of each individual’s particular 

frame of reference. The individual can be the only "experiencer" and the investigator 

can only be an observer. As pain is a complex, subjective experience it can therefore 

only be assessed indirectly (Turk and Melzack, 1992). Physiological and psychological 

factors can have an important impact upon pain perception and some account of these 

factors needs to be made in the assessment of the whole multidimensional experience
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(Melzack, 1975).

In order that pain can be recorded, in a consistent manner, a system of categorisation 

is needed to catalogue pain in a number of ways.

Duration

Short lasting pain is often referred to as acute, and long lasting pain as chronic. Acute 

pain is usually associated with acute inflammation and tissue damage, however, 

chronic pain may not be associated with chronic inflammation or unresolved injury. 

This classification does not take into account progressive pain associated with 

progressive disease or recurrent pain of an intermittent nature.

Diagnosis

The diagnosis can give minimal information about the patients symptoms. It can offer 

an associated list of possible appropriate treatments and may identify a cause for the 

patients group of symptoms. It gives no indication of the degree of suffering of the 

patient or of the impact of the illness on the patient’s life. Patients may be minimally 

affected or it can have a major limiting affect upon their lives (Turk and Melzack, 

1992)

An assessment of the impact of pain upon patients’ lives is necessary in addition to 

measuring direct components of pain, mood, coping, attitudes and beliefs.
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Self reporting of pain

Pain intensity is likely to vary over time and patients’ self reporting of this has 

suggested overestimation when recalling previous levels of pain (Linton and Gotestam, 

1983). Memory is known to influence reports of present levels of pain, which also 

tend to depend upon present intensity of pain and activity (Eitch et al, 1985). A single 

measure of pain intensity is frequently used, however, it fails to capture the qualities 

of pain and its experience and does not provide an adequate evaluation of physical and 

psychological states (Melzack, 1975).

Physical aspects of pain

Many attempts have been made at measuring and identifying the physical dimension 

of pain, assuming that there is a specific relationship between pathology, disability and 

pain (WHO 1980, International classification of impairments). No strong relationship 

has been found to relate physical findings to degree of pathology. In chronic 

temporomandibular joint pain the displacement of the meniscus is frequently cited as 

a cause for pain (Weinberg, 1983; and Weinberg and Chastain, 1990), but several MRI 

studies have found displacement in pain free individuals (Westessen et al, 1989). 

Similar MRI study results have been found in relation to low back pain (Waddell and 

Turk, 1992). The reliability of many physical examination procedures has been 

questioned by numerous researchers; the responses of patients being again influenced 

by psychological state motivation and personal effort (Turk and Melzack, 1992).
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Physical functioning

Self report measures of physical functioning have been found to have a high 

correlation with objective measures of functioning and physicians reports (Deyo and 

Diehl, 1983). Questionnaires are, therefore, frequently used, despite the reservations 

concerning self reporting, allowing the economical assessment of the patients’ mental, 

social and emotional functioning.

Behavioural aspects

Many patients display observable behaviours to communicate to others the pain and 

suffering they are experiencing, these pain behaviours e.g. facial expressions, postural 

adjustments, are observable and thus measurable (Fordyce, 1976). Unfortunately, they 

can be learned or conditioned and frequently lead to reinforcing consequences of the 

pain behaviours, such as attention. There is little apparent correlation between pain 

reports and behaviours. However, patients’ beliefs about their capabilities do appear 

to be related to their actual physical performance; and feelings of control and 

helplessness would also seem to be important (Flor and Turk, 1988).

Psychological aspects

It is thought that although physiological factors initiate pain, maintenance of pain and 

possibly disability are mediated by a complex interaction of psychosocial and 

behavioural factors. Suffering, of the individual due to the impact pain has upon the 

patient’s life, is associated with the interpretive processes and subsequent response to
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the perception of pain (Melzack and Casey, 1968, from Melzack and Wall, 1982). 

Maladaptive cognitive processes can distort or amplify the patient’s experience of pain 

and suffering (Reesor and Craig, 1988), and may occur independently of the 

nociceptive process. Personality factors were previously cited as the reason pain and 

pathology may be unmatched in severity, however, no ’pain prone’ individuals 

characteristics have been found to date. Many variables have been suggested to cause 

psychogenic pain, however, a causal relationship has not been demonstrated. These 

variables may merely represent reactions to the pain.

The influence of mood upon pain

Pain is not a solely sensory experience. It incorporates a distinct emotional and /or 

distress component which should be separately evaluated (Melzack and Wall, 1982). 

In addition, to this affective component of the pain, many patients with chronic pain 

also suffer symptoms of depression and anxiety. Reports of depression in chronic pain 

patients vary and range from around 10% to 100% (Romano and Turner, 1985). This 

variation may be attributed to the lack of consistency in diagnostic criteria for 

depression (RDC, DSM-III, major depression, minor depression etc.), method of 

assessment (clinical interview, self-report measure) and sample populations used in 

individual studies. There has been much investigation concerning the complex 

relationship between mood and pain, which will be discussed later, but as yet the 

extent to which pain and mood are linked in individuals is unknown.
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Self report pain scales

As previously discussed the multidimensional nature of pain means that no single 

measure of pain can adequately assess the patient’s state (Melzack, 1975). It is 

necessary, therefore, to decide which dimensions of pain are considered to be 

important and relevant to the situation. Three main dimensions of the pain experience 

have been considered to be relevant in all pain populations: intensity; affect and 

location (Jensen and Karoly, 1992).

Factors influencing reports and communication of pain should be minimised, if self 

assessment by the patients is to be used. It has been suggested that ‘the conditions 

under which the self-report of pain are made should be as similar as possible between 

comparison groups or between assessment periods’ (Jensen and Karoly, 1992).

Pain intensity

Pain intensity is a quantitative estimate of the severity of pain felt. Statistically, all 

measures of pain intensity appear to be closely related (Jensen et al, 1986). The most 

frequently used measures of pain intensity are: the Visual Analogue Scale (VAS); the 

Verbal Rating Scale (VRS) and the Numerical Rating Scale (NRS). Examples of these 

are shown below.
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Visual Analogue Scale

No pain Worst possible pain

Verbal Report Scale 

None 

Mild 

Moderate 

Severe 

Very severe

The VAS is a line usually 10cm long with each end labelled an extreme of pain e.g. 

‘no pain’ and ‘worst possible pain’. It may be graduated. Patients are asked to place 

a mark upon the line at a point representing their pain intensity. It is a simple and 

efficient, minimally invasive measure of pain intensity which can be quickly applied. 

This measure appears to be reliable and reproducible (Jensen et al, 1986; Ohnhaus and 

Adler, 1975) and more sensitive to treatment effects than the VRS (Joyce et al, 1975). 

Some patients find the VAS difficult to use and time must be taken to carefully 

explain the use of this measure to patients (Walsh, 1984).

The VRS is a list of adjectives describing pain with increasing levels intensity from
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‘no pain’ to ‘extreme pain’. Many such lists have been devised and are used such as 

the ‘present pain intensity scale’ from the McGill Pain Questionnaire (MPQ). It is 

assumed that a move from one word to the next signals an alteration in pain intensity 

that is equal to the move between other words; this can lead to problems with 

interpretation of the scoring (Jensen and Karoly, 1992). To reduce this problem, scores 

can be given to the words, adapted from previous testing of groups of individuals. 

However, the rating of intensity of pain words vary with the type of pain: acute, 

experimental and chronic (Wallenstein et al, 1980). It would, therefore, appear simpler 

to instruct patients in the use of a VAS, and reduce the considerable problems of 

interpretation.

The NRS asks patients to rate their pain on a scale of 1 to 10 (or 100), being advised 

that the score of 1 is equal to no pain and the score of 10 equalling that of the worst 

possible pain. They are simply administered; similar to the VAS and VRS; correlate 

with other measures of pain intensity; and show changes representative of treatment 

outcomes (Jensen and Karoly, 1992). The use of this scale, however, is not well 

researched, and the sensitivity compared to the VAS would seem reduced. At present, 

this rating scale would perhaps be best reserved for those who are unable to use a 

VAS adequately (Jensen and Karoly, 1992).

Pain affect

Pain affect can be defined as the ’emotional arousal and disruption engendered by the
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pain experience’ (Jensen and Karoly, 1992), it has various dimensions which suggests 

that multiple item measures may be more reliable than single item measures. The most 

frequently used measure of pain affect is the affective subscale of the McGill Pain 

Questionnaire (MPQ), although VAS’s and VRS’s are available.(Price et al, 1987).

The McGill Pain Questionnaire (MPQ)

The MPQ is reliable, valid, consistent and useful in addition to being widely used 

(Melzack and Katz, 1992). It comprises of 3 subscales: ‘pain rating index’, ’present 

pain intensity’ and ’the number of words chosen’ along with a body drawing to 

identify location of pain. The pain rating index gives measures of the sensory, 

affective and evaluative subclasses, along with a total score. It is able to discriminate 

between differential diagnosis and can frequently (90% prediction) discriminate 

between trigeminal neuralgia and atypical facial pain (Melzack et al 1986). A short- 

form MPQ has been developed for use in research settings where time is limited, it 

uses fewer adjectives, each with a ‘none’, ‘mild’, ‘moderate’ or ‘severe’ option and 

a VAS. It is extensively used and has been thoroughly evaluated, it enables valuable 

comparison between groups and has become an almost essential part of any study and 

treatment analysis (Jensen and Karoly, 1992).

Pain location

A pain drawing can be used to assess pain location (Jensen and Karoly, 1992) and can 

explain the distinction and extent of different types of pain. If divided into equal parts
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a score can be given as to the extent of pain; and has been found to be related to 

interference from pain; sensory and total subscales of the MPQ; and medication use. 

Test-retest stability is high and maintained. No correlation between these drawings and 

the degree of psychopathology has been found (Schwartz and Degood, 1984).
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Chronic Idiopathic Facial Pain

Four diagnostic entities of chronic idiopathic facial pain (CIFP) are to be considered, 

they are listed below:

facial arthromyalgia (temporomandibular pain and dysfunction syndrome); 

atypical facial pain; 

atypical odontalgia; 

oral dysaesthesia;

However trigeminal neuralgia, facial migraneous neuralgia and migraine are all to be 

considered idiopathic and chronic but are outside the focus of this thesis and will not 

be discussed here. The above diagnoses are widely recognised, although the term 

atypical facial pain is thought by some to be controversial (see later and Merskey and 

Bogduk, 1994).
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Classification

The presently recognised pain classification systems available are far from satisfactory, 

concerning CIFP. Two international pain bodies, The International Association for the 

Study of Pain and The International Headache Society have attempted to classify CIFP 

and produce appropriate diagnostic criteria, neither is ideal.

The International Association for the Study of Pain (Merskey and Bogduk, 1994) has 

produced a system of classification based upon the aetiology and origins of the pain, 

which fails to recognise the diagnosis of Atypical Facial Pain. Temporomandibular 

pain and dysfunction syndrome; atypical odontalgia; and glossodynia and sore mouth 

(also known as burning mouth and oral dysaesthesia) are recognised.

In the classification system of the International Association for the Study of Pain the 

following statement is made concerning atypical facial pain, under the heading ‘some 

controversial issues’:

‘Occasionally terms that are quite popular have been deliberately rejected.

One such term is Atypical Facial Pain. The editor believes that this term 

does not describe a definite syndrome but is used variously by different 

writers to cover a variety of conditions. Some, but not all, of his advisors 

have accepted this position. It is suggested that what is often called
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Atypical Facial Pain may better be diagnosed under terms like 

Temporomandibular Pain and Dysfunction Syndrome, Atypical Odontalgia, 

or Odontalgia not associated with lesions. Some cases may even be 

variants of the primary headache syndromes such as classical migraine. 

Others should be diagnosed as pain of psychological origin. Alternatively, 

pain in the face or anywhere else, for which a diagnosis has not yet been 

determined can be given a regional code indicated by the second and fifth 

digits as follows...’

The International Headache Society’s classification system (Olesen, 1988) was 

designed primarily for research purposes. The system accepts the diagnosis of atypical

facial pain, although by exclusion of all other ‘cranial neuralgias ....  and not

associated with physical signs or a demonstrable organic cause’. Pain associated with 

the temporomandibular joint, (which it names oromandibular dysfunction) has, by their 

definition, to be associated with some form of oral parafunction or joint dysfunction. 

Oral dysaesthesia is not mentioned, this however may reflect the emphasis of the 

classification system upon extra oral disorders. Atypical odontalgia is recognised.

The term facial arthromyalgia has been introduced to describe pain associated with the 

temporomandibular joint or associated musculature, not necessarily associated with any 

temporomandibular joint dysfunction or oral parafunction, as other classification
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systems specify (Harris, 1974). The term is not, however, widely accepted and is 

subject to some debate (Juniper, 1993).

In this thesis facial arthromyalgia is used as the preferred term for pain associated 

with the TMJ and its associated musculature. The studies contained within the thesis 

are primarily concerning chronic facial pain, its presentation, effect and treatment. 

Diagnostic categories which incorporate non pain diagnoses of dysfunction and 

parafunction (e.g. "internal derangement") in this context were considered not relevant 

here.

In this thesis CIFP will therefore refer to the following diagnostic categories: 

facial arthromyalgia 

atypical facial pain 

atypical odontalgia 

oral dysaesthesia.

These will be described in a later section. The management of these conditions will 

be mentioned but described more fully in the section - The management of chronic 

idiopathic facial pain.

Whilst may appear that the above diagnostic categories are separate clinical entities; 

in the treatment study contained within the thesis; they are grouped and treated 

together as CIFP. In the following sections where the separate diagnostic entities are 

described the presentational features and therefore possibly the aetiology of the 

conditions appears distinct. This suggests that the ultimate "cure" for each separate 

diagnosis may also be distinct. However at present all of these conditions are treated 

as chronic pain disorders and non-specific techniques of chronic pain management are 

employed in their treatment. This approach has previously been successful (Feinmann,

1983), although not used by all investigators (Lascelles, 1966; Sharav et al, 1987)
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Incidence of Facial Pain

There is a paucity of data regarding the incidence of chronic facial pain, to date there 

are no controlled studies. Most of the ‘epidemiological data’ focuses upon non

representative groups of the population or upon patients seeking treatment. A number 

of studies exist reporting prevalence of facial pain in specific populations, mainly 

clinic samples, these are clearly biased populations (Cohen and Cohen, 1984) and have 

consequently not been reviewed here. There have been a number of attempts to assess 

the incidence of orofacial pain in the general population, but an adequate estimate of 

the incidence and prevalence of CIFP is still not available. Most of the surveys have 

been undertaken by self report questionnaires and therefore are not able to give a 

diagnosis, merely the location of pain. They tend to lack measurement of the duration 

of the symptoms and consequently acute and chronic pain symptoms are reported 

without discrimination. Some of the more relevant studies are briefly described below.

Brattberg et a l , (1989) investigated pain by postal questionnaire in a randomly selected 

population aged 18-84 in a county of Sweden. The duration of pain was assessed and 

8.9% of respondents reported having had pain in the head, face or mouth for greater 

than six months, the total prevalence (for those with pain for over one month) was 

reported to be 14.6%. Unfortunately, the common headache was not distinguishable 

from other possible causes of pain.
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Chronic pain of greater than three months duration was assessed by postal 

questionnaire in two Swedish health care districts (Andersson et al, 1993). The survey 

of 1806 residents aged 25-74 years, found that head and face pain was present in 6.2% 

of men and 7.7% of women in the previous three months. Thus the presence of 

chronic pain is assessed, but, headache is again combined with facial pain. It is 

uncertain why a lower age limit of 25 years was used; other surveys indicate that 

significant numbers of the population between 15 and 24 years report symptoms of 

orofacial pain (Solberg et al, 1979; Schiffman at al, 1990 and Helkimo, 1974).

Agerberg and Carlsson (1972) investigated 1106 randomly selected residents of a 

Swedish city, by postal questionnaire. Facial pain and headache was reported by 24% 

of respondents; 12% reported pain on wide opening of the mouth; 7% limitation of 

mouth opening; 39% noise when moving the mandible; and 2%' with joint pain and 

stiffness. Nineteen percent of those who returned questionnaires (91%) took analgesics 

for their head or facial pain. The frequency of men and women reporting symptoms 

was found to be similar. Questions concerning symptom duration were not asked.

Three hundred and twenty one Lapps in the north of Finland, being investigated as 

part of a WHO biological programme (concerning the adaptation of human beings to 

the Arctic environment), were interviewed and examined clinically, to investigate 

masticatory system function. It was reported that overall 14 % of women and 10% of 

men experienced facial and jaw pain. Duration, frequency of the symptoms or

60



Chapter 1 Introduction

diagnosis were not reported. The highest frequency of facial and jaw pain was found 

within the 35-44 year age group, with 23% reporting such pain (Helkimo, 1974).

A representative sample of the City of Toronto population completed postal 

questionnaires (Locker and Grushka, 1986). Of the 628 respondents 9.1% reported 

pain in the jaw joints, 7.6% with pain in the jaw joint when opening and chewing and 

4.5% with prolonged burning sensation in the tongue or other parts of the mouth. A 

measure of severity, but not duration was made.

Chronic oral symptoms (‘persistent trouble with their gums or mouth in the last 12 

month’) were reported in 7.5% of a group of 3861 British civil servants between the 

ages of 35-44 (Marcenes et al, 1993). By its definition of oral symptoms, this survey 

would only include the possibility of burning mouth syndrome as a chronic pain. No 

attempt was made to assess facial pain, but to date, this is the only survey in the UK 

that has attempted to measure prevalence of orofacial symptoms in a population 

sample.

In the USA the National Centre for Health Statistics used data from a large scale 

general health survey to estimate prevalence of facial pain (Lipton et al, 1993). The 

survey involved interviews of 42,370 individuals from non-institutionalised, non

military populations in their own homes. The individuals were asked ‘During the past 

six months, did you have more than once...’, a list of symptoms. The results were:
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pain in the jaw joint or in front of the ear - 5.3%; a dull aching pain across your face 

or cheek (excluding sinus pain) - 1.4%; a prolonged, unexplained burning sensation 

in your tongue or any other part of your mouth - 0.7%. This is clearly not a survey 

of chronic pain, just repeated pain, but may be useful as representing a sample of 

patients likely to seek treatment.

Many selected populations have been investigated, the results from 2 large non clinic 

populations are given briefly. In a study of 739 US college students, 26% were 

described as having symptoms of mandibular dysfunction and 76% had signs 

associated with dysfunction; only half of them with symptoms found they were 

troublesome (Solberg et al, 1975). In a further study of trainee nurses, 57% had 

symptoms related to the temporomandibular joint, of these only 6.7% had sought 

treatment, while 46% stated that the symptoms did not bother them (Schiffman et al, 

1990). No statement of pain presence or chronicity are made. These two selected 

populations report a greater frequency of symptoms than the random samples 

described earlier, and may give an indication of the prevalence.

Implications

Incidence and prevalence data concerning orofacial pain can be an indicator of 

possible treatment need. In studies of non patient populations, however, it has been 

found that there were more symptoms of functional disorders of the masticatory 

system, than would be expected for the number of patients actively seeking help
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(Marbach and Lipton, 1978). It has therefore been suggested that the patients seeking 

treatment are not representative of those with symptoms in the general population 

(Helkimo, 1974). It has been estimated that only 4% of patients with symptoms seek 

help for facial pain (Heloe and Heloe, 1975 and Lipton and Dworkin, 1971).

The studies undertaken, to date, do not give an accurate indication of the frequency 

with which chronic orofacial pain exists within the general population; only a 

overestimated measure of the size of the problem. Further studies of prevalence, 

particularly those including a measure of chronicity, are needed and may give valuable 

information about the natural history of the conditions and insight into treatment 

seeking and need for provision of services.
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Facial Arthromyalgia 

Definition

A chronic or intermittent pain of the temporomandibular joint and/or of its associated 

musculature.

Description

Facial arthromyalgia (FAM) is often described as a dull ache or throbbing pain, which 

can have elements of a shaip pain associated with movement of the joint, located over 

the TMJ and/or its associated muscles. It can be persistent or intermittent and may be 

associated with limited movement of the mandible and meniscal displacement or 

internal derangement of the TMJ. The level of mandibular dysfunction is not related 

to the presence or absence of internal derangement (Schiffmann et al, 1990). Internal 

derangement is usually attributed to anterior displacement of the meniscus, producing 

auscultative joint sounds during translatory movements of the mandible.

FAM is the most common chronic oro-facial pain (Feinmann, 1983) and it is estimated 

that 24% of the population experience this condition at some point in their lives 

(Agerberg and Carlson, 1972). Much controversy surrounds the aetiology and 

treatment of this condition. Little controlled work has been undertaken to establish its 

pathogenesis or effective management (Harris, 1987).
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History

A syndrome of TMJ pain and dysfunction was originally ascribed to Costen in 1934. 

He hypothesised that his patients had missing teeth or inadequate dentures which led 

to overdosing of the mandible, and found that restoration of ’the bite’ proved helpful. 

The theory of overclosure was disproved 14 years later by an anatomist named Sicher 

(1948). Since that time many theories of aetiology have been suggested.

The main theories of aetiology in operation at present are:

Psychogenic,

Occlusal,

Traumatic (meniscal displacement).

Psychogenic Theory

There is evidence to suggest that stress, adverse life events and vulnerable personality 

types predispose to FAM (Feinmann and Harris, 1984). FAM may manifest itself as 

a single clinical entity or as part of a ’chronic pain syndrome’, where many body 

systems are affected by pain. Chronic pains or illnesses, such as neck, back and 

shoulder pain, migraine, pruritus, colitis and asthma have been found in a higher 

proportion of FAM patients compared to the general population (Berry, 1969).

In 1959 a psychophysiological model was described by Schwartz where emotional
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tension was considered as a predisposing factor. It was suggested that pain and 

masticatory muscle spasm developed into a self perpetuating feedback loop, 

accounting for most of the patients’ symptoms .This was later modified by Laskin 

(1980) who proposed that limited joint movement and joint sounds developed as a 

consequence of this psychophysiological disorder.

The psychological factors which have been suggested to play a role in the aetiology 

are sleep disturbance; muscle hyperactivity; parafunctional habits; anxiety and stress; 

patients’ perception and tolerance of pain; secondary gain and personality 

characteristics (Schwartz, 1959; Laskin, 1980; Harness and Peltier, 1992).

Stress induction experiments have yet to confirm any direct relationship between stress 

and muscle activity. Yemm (1969i, 1969ii and 1971) found that patients with FAM 

responded to stress with a greater degree of masseter muscle contraction than controls; 

and muscle fatigue was suggested as a cause of pain. These results were not supported 

by the non significant findings of Moss and Adams (1984). Excess stress or emotional 

states it has been proposed can lead to or accompany masticatory muscle 

hyperactivity, expressed as parafunctional habits. These high force activities can lead 

to muscle and joint pain, limited movement and joint sounds (Haber, 1983). Under 

experimental stress pain patients have shown an increased heart rate and systolic blood 

pressure compared to control patients; at rest these patients reported more anxiety and 

greater feelings of muscle tension (Carlson et al, 1993).
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The prevalence of bruxism has been reported in a random population sample as 20% 

clenching and 10% grinding their teeth (Agerberg and Carlson, 1972). In this group 

12% of the population had pain and 7% had restricted mouth opening. Most nocturnal 

bruxism appears to occur during rapid eye movement (REM) and stage 2 sleep 

irrespective of occlusal status (Dahlstrom, 1989). Investigation of patients with the 

Minesota Multiphasic Personality Inventory has not shown any association with 

bruxism and psychopathology (Harness and Peltier, 1992), although bruxism has been 

linked to emotional stress and periods of difficult life change (Rugh and Solberg, 

1976). Speculand et al (1984) found a higher incidence of major life events in the six 

months preceding pain onset in patients compared to controls.

Chronic pain patients who have sleep disturbance are more likely to show more 

psychopathology and respond less readily to treatment (Harness and Peltier, 1992). 

Sleep disturbance would appear to be a common symptom of all chronic pain patients, 

although it is suggested that it may be predictor of psychopathology in chronic facial 

pain patients, no evidence appears to exist to suggest an aetiological relationship 

(Pilowsky et al, 1985).

An increased incidence of psychiatric symptoms, mostly of anxiety or depression have 

been described (Fine, 1971) in FAM patients. Personality analysis as investigated 

using the Minnesota Multiphasic Personality Inventory, showed that patients with 

FAM had increased evidence of neurotic disorders; were somatically concerned; had
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increased scores of anxiety and depression; and showed increased anger. The scores 

were greater for those patients whose pain was associated with muscle tenderness than 

those with internal derangement alone. The increase in scores has been noted by many 

investigators (Harness et al, 1990), and their profile has been described as similar to 

other groups of chronic pain patients (Harkins et al, 1991 and Parker et al, 1993). It 

has been suggested that concurrent depression alters treatment outcome and concurrent 

treatment for depression will increase successful outcome (Tversky et al, 1991).

It would appear that a wide range of psychological factors may play an aetiological 

role in FAM. It is however possible that these various psychological changes may be 

a result of the chronic idiopathic facial pain, rather than a cause and as yet the theory 

remains unproven.

Occlusal Theory

Occlusal factors were first suggested by Costen (1934) to have an aetiological role in 

FAM. A number of investigators have supported this theory. Ramjford (1961) found 

that occlusal equilibration provided good pain relief and removal of occlusal 

interferences (Magnusson et al, 1983) provided further support for occlusal factors. 

However, these studies were uncontrolled. In a controlled trial occlusal splints were 

found to be as effective in treating TMJ pain as placebo splints (Dao, 1994). The 

incidence of malocclusion between controls and patients with FAM was similar 

(Thompson, 1971); this has also been confirmed by other workers (Dworkin et al,
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1990). It has been suggested that malocclusion is the ’normal’ state as it has been 

reported in over 95% of some study populations (Greider, 1972). Mock equilibration 

of the occlusion has proved to be as successful as actual equilibration (Goodman et 

al, 1976), suggesting that the effect of treatment upon these patients may merely 

reflect the placebo effect.

Meniscus displacement theory

The meniscus theory was suggested by Juniper (1984). EMG studies of FAM patients 

have shown that the lateral pterygoid muscle is responsible for the positioning of the 

meniscus within the TMJ. Stress and muscle hyperactivity of this muscle would 

Juniper suggests result in the meniscus being placed in an anteriomedial position; the 

retrodiscal tissue becoming overstretched and attachment of the lateral pole of the 

condyle lost. It was thought that the joint may then become unstable, the occlusion 

disturbed and pain occur. Continued stress and muscle hyperactivity would lead to 

progressive damage and degenerative joint disease would become established. The 

relationship is, however, not causal. Magnetic resonance imaging of the TMJ has 

revealed a prevalence of 32% of anterior displacement of the meniscus in 

asymptomatic patients (Kircos et al, 1987), and in a randomly selected sample of a 

Swedish population 39% reported clicking or noises when moving the mandible; only 

12% however reported pain and 7% limitation of mouth opening (Agerberg and 

Carlson, 1972).
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Management o f  Facial Arthromyalgia

The prevailing recommendation of the American Dental Association is that only 

conservative, reversible forms of treatment should be undertaken (Griffiths, 1983), 

despite many treatment modalities being available. This has been supported by the 

National Institutes for Health Technology Assessment statement; who concluded that 

with conservative treatment as initial management most individuals will experience 

relief or improvement. However, they suggest that the ‘preponderance of the data does 

not support the superiority of conservative methods over the placebo’. (National 

Institutes for Health Technology Assessment, 1996).

FAM it has been suggested may be self limiting, leading to spontaneous improvement 

of three quarter of cases within three months (Toller, 1976). Investigation of patients 

seeking treatment compared to controls suggested that FAM, is typically episodic and 

most change seen in clinical practice may be due to regression to the mean (due to 

homeostatic processes, random within-subject variation, or measurement error), rather 

than due to specific and non specific effects of treatment (Whitney and Von Korff, 

1992).

The treatments are discussed more fully in the section - The mangement of chronic 

idiopathic facial pain.
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Atypical Facial Pain 

Explanatory definition

The specific disease diagnostic criteria can be found in Appendix 1.

A dull ache, or sharp pain affecting the non muscular parts of the face. It may be uni 

or bilateral, and is without any detectable signs or neurological disturbance. The pain 

may come and go and may be worse with tiredness or stress.

History

Atypical facial pain (AFP) was first described in 1924 by Frazier and Russell. They 

noted that 10-15% of patients with chronic facial pain had pain which differed in 

nature from trigeminal neuralgia. The pain was described by the patients as a deeply 

located throbbing or aching pain which involved bony areas of the face, being 

continuous lasting from several hours to days. The pain was not restricted to the 

anatomical boundaries of trigeminal nerve branches and had no trigger points. A 

variety of accompanying symptoms have been described such as facial flushing, 

oedema, lacrimation, photophobia, blurred vision, salivation, nausea and vomiting. The 

pain appears to present more commonly in women (Feinmann and Harris, 1984 and 

Remick and Blasberg, 1985), and has previously been described as a psychiatric 

diagnosis; often in young professional women in whom hysterical, obsessional and 

anxiety traits have been detected (Engel, 1951 and Lesse, 1956).
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Aetiology

The migraine-like features of AFP led Fay (1932) to propose a vascular aetiology. It 

was proposed that sympathetic stimulation of blood vessels resulted in a dimensional 

change and pain. Treatment of AFP with vasoconstrictors has been investigated by 

Reik (1985) who found limited success. This would suggest that a more complex 

aetiology exists.

The vascular hypothesis for migraine has been questioned and a neurogenic aetiology 

has been proposed by Moskowitz (1992). He suggested that neurogenic inflammation 

within the dura mater, due to vasoactive neuropeptides (CGRP) release from sensory 

fibres within the blood vessels, was responsible for migraine pain. It is proposed that 

similar mechanisms may operate in AFP. Both concepts involve actions upon 5- 

hydroxytryptamine (5-HT) receptors. The argument for an aetiological involvement 

of 5-HT is strengthened by clinical and experimental data: the relief of AFP by 

tricyclic antidepressants (Feinmann, 1983); a single dose of a 5-HT antagonist can 

increase pain in some AFP patients (Hampf et al, 1989); and sumatriptan (selective 

5-HT -like receptor agonist) can produce short term pain relief in AFP patients and 

further implicates 5-HT in the aetiology (Harrison et al, 1997).

Lesse (1956) suggested that the condition was psychogenic in origin, which has been 

supported by other investigators. It has been suggested that emotional disturbance and 

psychological problems precede the pain history (Engel, 1951; Moore and Nally, 1975;
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Remick, 1983; and Feinmann and Harris, 1984). Fifty percent of patients however, 

report that the onset of pain related to medical or dental treatment, trauma or an 

organic disorder (Mock et al, 1985). Symptoms appear to worsen following surgical 

intervention (Frazier and Russell, 1924 and Kuhner, 1988).

Management of AFP

Trigeminal neurectomy was apparently common treatment for AFP in the nineteenth 

century (McMurtry, 1969), however many became convinced of the inefficiency of 

this procedure and abandoned nerve division in favour of diet regulation or opioids 

(Syme, 1942).

Lascelles (1966) introduced the use of mono amine oxidase inhibitors for pain relief 

in patients with AFP, and showed marked improvement in those patients with a short 

pain history. Simple analgesics are ineffective (Feinmann and Harris, 1984) and 

present therapy consists of antidepressants in either tricyclic or mono amine oxidase 

inhibitor forms. Many types of tricyclic and related antidepressants are currently 

prescribed their efficacy being shown by various workers (Moore and Nally, 1975; 

Remick, 1983; Lascelles, 1966 and Feinmann et al, 1984). However, psychological 

disturbance and depression are common in this group of patients and psychiatric 

assessment and treatment is often required (Harris, 1974). Longterm follow up of AFP 

patients treated with tricyclic antidepressants showed that over 80% were rendered 

pain free (Feinmann, 1993).
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Atypical odontalgia

This is a variant of AFP, localised to the teeth or tooth which may be an identical 

condition to that of phantom tooth pain (Schnurr and Brooke, 1992).

Explanatory definition

A continuous pain or severe discomfort in the teeth or in the tooth socket after an 

extraction, in the absence of any usual dental cause. The pain may be made worse by 

dental treatment and can move from tooth to tooth.

History

The term atypical odontalgia was originally described as "idiopathic periodontalgia" 

by Harris (1974), the more accurate description being introduced later by Rees and 

Harris (1978-9). The pain was described as a severe, continuous, throbbing pain; 

usually starting in one quadrant; frequently being widespread and bilateral; in 

clinically and radiologically sound teeth. Hypersensitivity of the teeth to any stimulus 

is possible. It is reportedly frequently precipitated by local dental procedures. The 

tooth is invariably extensively treated or extracted, giving only transient pain relief. 

Following extraction the pain recurs within a few weeks in the site of the extraction 

or moves to another site. It is not unusual for whole quadrants to be rendered 

edentulous, and possible surgical investigations of the area begin. Spontaneous 

remissions may occur, these are usually short-lived, but can be permanent (Rees and
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Harris, 1978-9).

A large number of the patients report other bodily pains and have a history of 

depressive illness or have emotional or social stresses. The history of the condition is 

usually that of exacerbations and remissions relating to the patients psychological 

health or social circumstances (Schnurr and Brooke, 1992).

Aetiology

The aetiology is unknown. It has been suggested that the condition is a symptom of 

an underlying disorder of affect, associated with a temporary or permanent 

biochemical defect. Rees and Harris (1978-9) explained the pain according to the 

catecholamine hypothesis of affective disorders. This proposes that depression is 

associated with an absolute or relative deficiency of catecholamines: which when 

anecdotally induced by an antihypertensive drug in a female patient produced both 

depression and odontalgia. Treatment with an antidepressant (increasing noradrenaline 

availability) and withdrawal of the drug limiting noradrenaline availability, alleviated 

the depression and the odontalgia. It was suggested that the pain was due a persistent 

vasodilatation in the microcirculation of the affected tissues, secondary to the 

catecholamine activity impairment. The reported strong association of depression and 

migraine in these patients gave support to the theory. Support for the vasodilatation 

theory is also found in a thermographic study of patients with atypical odontalgia, that 

reported greater warmth overlying painful areas compared to unaffected areas (Gratt
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et al, 1989).

Marbach (1993i) suggests that there are many common features to both phantom limb 

pain and atypical odontalgia; and as such atypical odontalgia is a deafferentation pain 

syndrome caused by pulpal amputation. This is supported by tooth pulp deafferentation 

studies in adult cats showing that central somatosensory pathways alter as a result of 

removal of the pulp (Hu and Sessle, 1989). However, this theory has a number of 

problems. Atypical odontalgia is frequently found in patients with apparently intact 

pulps, and pain is often the reason for the removal of the pulp and not just as a 

consequence of such treatment.

Management

Rees and Harris (1978-9) originally suggested that the management of atypical 

odontalgia should be with a slowly increasing dose of tricyclic antidepressant drugs, 

and if these fail to give adequate pain relief the use of a mono amine oxidase inhibitor 

was suggested. Patients resistant to both of these therapies it was suggested should be 

referred for a psychiatric opinion. These drugs were effective in giving complete pain 

relief or occasional brief mild attacks in 75% of cases over 3 months. Marbach (1978) 

suggested a multiple treatment approach combining antidepressant, analgesic and 

antipsychotic drugs along with trigger point injections and exercises, which gave 52% 

of patients an overall improvement of their condition. There has been no successful 

long term follow up (Schnurr and Brook, 1992) or controlled clinical trial to date of
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patients with atypical odontalgia, the evidence is thus anecdotal and further 

investigation is required.
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Oral dysaesthesia

This condition also known as burning mouth syndrome and glossodynia.

Definition

Burning pain in the mouth from any cause.

Description

Oral dysaesthesia (OD) is a burning or altered sensation of the mouth and tongue 

frequently associated with dryness of the mouth and altered taste. It is relieved by 

food and drink. Denture intolerance, cancer phobia and an uncomfortable bite are 

commonly associated. It is primarily found in women with age range 55-60 years and 

has a reported prevalence of 5.1% in a general dental practice population (Basker et 

al, 1978; Lamey and Allam, 1986 and Rojo et al, 1993).

In a study of 72 symptomatic patients: 63% had gradual onset; 50% described 

continuous pain; in 59% it was present in the morning and worsened throughout the 

day; and in 75% of patients its maximum intensity was in the early evening (Grushka, 

1987). The tongue is the most frequent site of discomfort (50-78%), followed by the 

upper denture bearing area, the lips, lower denture bearing area,buccal mucosa and 

floor of mouth (Basker et a l , 1978; Lamey and Lamb, 1988 and Grushka, 1987).

Symptoms found to be associated with OD include headaches, insomnia, lethargy,
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decreased libido, and mood changes. Aggravating factors include tension, fatigue and 

hot food. Pain intensity is reduced by sleeping, eating and distraction (Grushka, 1987).

Aetiology

Many aetiological factors have been proposed including: ill fitting dentures (Basker 

et a/,1978); allergy from substances in denture materials (Ali et al, 1986 and Van 

Joost et al, 1988); parafunctional habits (Lamey and Lamb, 1988 and Yemm, 1972); 

haematological deficiency states (Lamey and Allam, 1986); candidiasis and salivary 

disturbance (Maresky et al, 1993; Zegarelli, 1984 and Lamey and Lamb, 1988); and 

menopausal hormonal changes (Basker et a l , 1978). A decrease in pain tolerance at 

the tongue tip has suggested that specific changes occur in these patients’ central or 

peripheral sensory functions (Grushka et al, 1989). Many patients link the onset of 

symptoms to previous dental treatment (Grushka, 1987), however, no specific evidence 

for this exists.

There has been much investigation into the presence of psychological components in 

patients with oral dysaesthesia. Increased anxiety, depression, neuroticism and the 

prevalence of psychiatric disorders has been described (Lamey and Lamb, 1988; 

Browning et al, 1987 and Rojo et al 1993). A higher than normal frequency of 

somatic reactions to stress and higher scores for neurosomatic lability (Van der Ploeg 

et al, 1987), are reported, but no direct link has been found. Although patients
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appeared to be subjected to elevated psychological stress, initiation of symptoms did 

not have a life events trigger (Eli et al, 1994).

Management

The management of oral dysaesthesia is far from clear. There are no methodologically 

sound controlled studies to investigate treatment outcome. The management proposed 

by many authors is that of removal of possible aetiological factors; success rates of 

16-100% are reported (Toume and Fricton, 1992). More recently tricyclic 

antidepressants have been proposed (Ship et al, 1995), because of anecdotal evidence 

and their usefulness in other similar chronic pain syndromes (Gorsky et al, 1991). The 

treatment regime suggested is that used in other chronic idiopathic facial pains (Ship 

et al, 1995).

80



Chapter 1 Introduction

Management of Chronic Idiopathic Facial Pain

In the UK the mainstay of treatment for all forms of CIFP is with analgesics, 

combined with splint therapy for FAM, although novel treatments are always being 

investigated. As previously mentioned few controlled trials exist for treatments of 

CIFP and it has been suggested that the action of splint therapy is that of the placebo 

response (Dao et al, 1994). Surgical treatments are being used less as a result of 

American Dental Association recommendations (Griffith, 1983), and several 

individuals concerns (Juniper, 1993 and Harris, 1996). Techniques used in chronic 

pain management are being used to a greater extent as CIFP is tending to be 

considered as a chronic pain syndrome.

Options for pain control and pain management include:

1. Opioids

2. Non-steroidal anti-inflammatory drugs

3. Alternative (secondary) analgesics

4. Physical therapy

a. conservative

b. invasive

5. Psychological interventions

a. reassurance

b. placebo
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c. cognitive behaviour therapy 

These options will be described briefly.

Opioids

Narcotic analgesics mimic endogenous opioids and act by causing activation of the 

opiate receptors. They produce analgesia, respiratory depression, sedation and 

euphoria. Continuous treatment with these drugs can result in tolerance and 

dependence; their use in chronic pain is limited and requires careful consideration 

(Turk and Brody, 1993). Analgesic benefit with low risk of addiction has however 

been shown in patients with chronic regional pain (Moulin et al, 1996). Some of the 

less potent opioids, e.g. codeine and dextropropoxyphene may be helpful in mild to 

moderate pain. These are frequently found in combination with simple analgesics; but 

can still lead to dependence and are subject to abuse (Jaffe and Martin, 1985). This 

class of drugs are used little in CIFP except with acute exacerbations.

Non steroidal anti-inflammatory drugs (NSAID’s)

This group of drugs have analgesic, anti-inflammatory and antipyretic activity to 

various degrees. They are frequently prescribed and are well tolerated, indicated 

mainly for musculoskeletal pain (Flower et al, 1985). The NSAID’s are chemically 

a diverse group of drugs which all have the ability to inhibit the enzyme cyclo-
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oxygenase of the prostaglandin synthesis pathway. The mechanism of the irreversible 

cyclo-oxygenase inhibition differs for individual drugs, but results in decreased 

production inflammatory mediators such as prostaglandins.

NSAID’s appear to have little effect upon chronic idiopathic facial pain (CIFP) 

(Roldon et al, 1990 and Singer et a l, 1987), but are frequently used in acute 

exacerbations (Juniper, 1993).

Alternative and secondary analgesics

Alternative and secondary include antidepressants, 5-HT agonists, ergot preparations, 

anticonvulsants and minor tranquillizers. Novel drugs are constantly being evaluated. 

Minor tranquillizers (e.g. diazepam) which have anxiolytic and muscle relaxant 

properties are frequently used for patients with FAM. In short term use they have been 

shown to be superior to that of placebo by Jagger (1973), but not by Roldan et al 

(1990); its use is now mainly discontinued because of problems of dependence. 

Anticonvulsants tend to have specific uses and indications e.g. carbamazepine for 

trigeminal neuralgia.

Antidepressant drugs

Antidepressant drugs are known to increase the availability of the neurotransmitters 

(either noradrenaline (NAdr) or serotonin (5-HT)), in the synaptic cleft of central 

nerve terminals. They can act by either inhibiting neurotransmitter reuptake into the

83



Chapter 1 Introduction

neuronal terminal (Tricyclic antidepressants (TCA’s) and selective serotonin reuptake 

inhibitors (SSRI’s)); or prevention of neurotransmitter breakdown (Monoamine oxidase 

inhibitors (MAOI’s)) (Goodman et al, 1985). Their action in reducing depression, and 

possibly pain, is complex. It involves changes in density and functional responsiveness 

of both adrenergic and serotoninergic receptors along with neurotransmitter availability 

in the synaptic cleft (Palazidou, 1997).

Tricyclic antidepressant drugs (TCA’s)

This refers to compounds related to the dibenzazepine (imipramine) and 

dibenzocyclohepadiene (amitriptyline) ring structures. The potency and selectivity for 

inhibition of the neuronal ttansport varies greatly among the different TCA’s, e.g. 

amitriptyline inhibits the uptake of 5HT and NAdr equally well; but is a less potent 

inhibitor of NAdr compared to desipramine, which is also 100-1000 times less potent 

as an inhibitor of 5-HT transport. Drugs do not appear to have greater antidepressant 

activity than one another, but their side effect profile is different, possibly due to 

differing potencies at receptor sites. The side effects are most frequently due to 

unwanted autonomic effects e.g. dry mouth, blurred vision, constipation, urinary 

retention and hypotension (Baldessarini, 1985).

Monoamine oxidase inhibitors (MAOIs)

These drugs are generally reserved for those patients who do not respond to TCA’s, 

because of their high incidence of side effects, some of which are potentially fatal.
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Second generation antidepressants

This class of antidepressants have been developed following identification of several 

serotonin receptors and the consequent production of selective agonists and 

antagonists. The selective serotonin reuptake inhibitors (SSRI’s) are the most common 

class of drugs within this group; however, other selective inhibitors and antagonists 

all appear to have useful antidepressant action. Their use in depression is now 

widespread; the efficacy is not greater than traditional drugs, but there is a possible 

reduction of side effect profile and a lack of toxicity in overdose (Leonard, 1993).

Pain, depression and antidepressants

It has been suggested by Sternbach (1974) that chronic pain and depression are 

different representations of a similar central neurochemical alteration. Chronic pain, 

it was proposed, alters brain neurotransmitter levels depleting 5-HT especially in the 

region of the dorsal raphe nucleus. As pain inhibition is dependent upon adequate 

circulating 5-HT and perhaps dopamine; the reduction of 5-HT it is suggested explains 

the apparent increase in pain with chronicity. The depleted neurotransmitter levels 

were also thought to explain the lack of analgesia obtained with opiates; the 

association of chronic pain with depression; and the effectiveness of tricyclics to 

reverse the symptoms.

Acute experimental administration of TCA’s (amitriptyline, impipramine or iprindole) 

can induce hypoalgesia. The latency of the response of mice to thermal noxious
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stimuli, can be prolonged by TCA’s and blocked by naloxone. Amitriptyline 

potentiates the effects of morphine, leading Botney and Fields (1983) to suggest that 

this increased analgesia may be by potentiation of descending antinociceptive brain 

stem systems, and not directly at synapses. This is thought to be mediated by blocking 

5-HT uptake in the CNS, leading to augmented serotoninergic activity at spinal 

endings in the opioid-mediated intrinsic analgesia system. In addition, amitriptyline 

has also been shown to enhance inhibition of neurons in the trigeminal nucleus 

caudalis, and therefore prevent excessive firing of wide dynamic range neurons 

(Fromm et al, 1991). Central sensitization in rat models is reduced by those 

antidepressants effective clinically against neuropathic pain (desipramine and 

mexiletine), and is unaltered by fluoxetine (relatively ineffective clinically) (Jett et al, 

1997).

A wide range of chronic pains in addition to facial pain are responsive to 

antidepressant drugs including headache (Okasha et al, 1973) migraine (Couch and 

Hassanein, 1979), low back pain (Alcoff et al, 1982), post herpetic neuralgia (Watson 

et al, 1982), diabetic neuropathy (Davis e ta l , 1977), arthritis pain (Gringas, 1976) and 

possibly cancer pain (Fiorentino et al, 1967).

There is much evidence to suggest that treatment of pain with antidepressant drugs is 

independent of its antidepressant activity (Feinmann, 1984; Sharav et al, 1987), but, 

some studies have found a direct correlation between depression and improvement in
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pain symptoms (Lascelles, 1966; Okasha et a l, 1973). Numerous studies have been 

undertaken to evaluate the effectiveness of antidepressant drugs in chronic pain; many 

of the patients in these trials however had clinical depression making the evaluation 

of the drugs as an analgesic complicated. Many of the trials conducted are 

uncontrolled and do not include the use of a placebo, only controlled studies will be 

described in the following sections.

Many studies involving treatment of tension headache with antidepressants have found 

significant improvements. Okasha et al (1973) compared amitriptyline, doxepin, 

diazepam and placebo in 80 patients all with concomitant anxiety and/or depression. 

At 4 weeks all drugs were more effective than placebo, but at 8 weeks, only 

amitriptyline was more effective. The pain improvement correlated with the relief of 

symptoms of anxiety and/or depression; and was produced with lower doses of drug 

than would usually be effective in depression. Fogelholm and Murros (1985) found 

that maprotiline was more effective for tension headache than placebo over 6 weeks; 

patients with no or mild depressive symptoms responded better.

Lance and Curran (1964) investigated 27 tension headache patients who had 

depressive symptoms and found that amitriptyline was more effective than placebo at 

'educing pain. The presence of depression did not selectively influence the response. 

Migraine frequency can be decreased in non depressed patients with amitriptyline 

reatment (Ziegler et a l, 1987).
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A systematic review of antidepressants in neuropathic pain has provided clear 

evidence of an analgesic effect in several different pain syndromes (McQuay et al, 

1996). Diabetic neuralgia, postherpetic neuralgia and central pain were all reduced by 

TCA’s, SSRI’s appeared to be less effective. Turkington (1980), using an active 

control described 100% relief from pain and depression with imipramine and 

amitriptyline in 59 depressed patients with diabetic neuropathy. This was confirmed 

by Max et al (1987), who, using lower doses of amitriptyline, described pain 

improvement in patients with diabetic neuropathy. Treatment responders had higher 

measured plasma concentrations of amitriptyline and its metabolites than non 

responders.

Despite the SSRI’s apparent ineffectiveness in neuropathic pain, fluoxetine has been 

found to be more effective than placebo in reducing pain intensity in chronic 

rheumatic pain. Fluoxetine was more effective in reducing pain than amitriptyline at 

4 weeks, and in addition the incidence of side effects was much reduced with 

fluoxetine (Rani et al, 1996).

Antidepressants have been used for the treatment of AFP since Lascelles (1966) used 

phenelzine (a monoamine oxidase inhibitor). In a crossover trial of 40 AFP patients: 

using the MAOI, phenelzine, an improvement of pain in 75% of the patients and an 

improvement in depression in 30% of patients, after one month. The use of the 

tricyclic antidepressant, amitriptyline, was introduced by Harris for the treatment of
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FAM, in 1966 (Personnal communication, 1997). The first published indication that 

they may be effective in treating FAM was by Gessel (1975). Amitriptyline was given 

in an uncontrolled fashion to eight patients of whom five benefited. A dose titration 

system of Dothiepin was used by Feinmann (1984) to obtain a pain free state in 71% 

of patients after 9 weeks. Long term follow up (4 years) after initial treatment with 

dothiepin has shown that pain improvements can be maintained over time. Attempts 

at withdrawal of the drug at 6 months however, lead to relapse, and required 

reintroduction of dothiepin to control pain. It has been suggested that long term 

symptom control may require long term administration of antidepressants (Feinmann,

1993). Sharav et al (1987) demonstrated that low dose (25mg) amitriptyline was as 

effective as a high dose (lOOmg) in reducing pain symptoms, low doses were as 

effective as larger doses. The analgesic activity appeared to be independent of any 

antidepressant effect.

No assessment of the second generation antidepressants in CIFP has been undertaken.

Physical therapy

a. conservative treatments

There are many types of physical therapy that can be used in the management of 

chronic facial pain. Most of the treatments appear to be recommended ‘because these
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therapies had been shown to be effective for other pain conditions’, but no direct 

evidence of effectiveness exists (Clark et al, 1990). Many studies have been 

undertaken, but few have fulfilled criteria for well conducted clinical trials. Post 

treatment and follow up data is almost uniformly lacking (Feine et al, 1997). No one 

treatment appears to be more effective than another. Large numbers of patients 

however appear to have been effectively treated by thermal therapy, acupuncture, low 

intensity laser, TENS, manipulation and exercise in short term studies (Dahlstrom, 

1992). Following a meta-analysis of non medical treatments for chronic pain, Malone 

and Strube (1988) suggested that there was ‘a uniform efficacy of treatments’, 

probably ‘attributable...to the features they share in common’ which included 

identification of the psychological factors that exacerbate pain; contact with an 

empathetic professional; and provision of hope for relief of symptoms.

As these treatments are irreversible, non invasive, relatively cheap and provide patients 

with useful relief and reassurance, they may be helpful in the short term. Specific 

treatments have been recommended for FAM, an account of these is now given.

Exercises

Exercises are recommended following an acute phase of FAM, when there may be 

some stiffness of the muscles of mastication or a tendancy to deviate the mandible 

upon opening. There is some controversy as to whether these exercises should be 

carried out when the patient is pain free (Bradley, 1987), however, many authors
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recommend them in order to increase range of movement and increase muscle 

strength, in order to stabilize the joint (Clark et al 1990; and Carlson et al> 1992).

Physical therapy

This can include heat, shortwave diathermy (Clark, 1987), transcutaneous electrical 

nerve stimulation (TENS) and ultrasound (Hargreves and Wardle, 1983). Reports of 

the efficacy of these treatment modalities are uncontrolled, studies of ultrasound 

reported it to be effective in 82% of patients (Esposito et a l, 1984), however, more 

recently Tsang (1988) found no improvement.

Relaxation

Voluntary relaxation has been used to treat many ‘stress related’ conditions 

(Dohrmann and Laskin, 1978), either alone or in conjunction with biofeedback. 

Learning muscle relaxation techniques may take many weeks to enable a therapeutic 

result, it can be used in patients with FAM to produce a better rate of improvement 

than controls. Both relaxation combined with biofeedback and alone appear to be 

equally effective in pain control (Funch and Gale, 1984).

Biofeedback

This involves teaching patients with a myofascial element to their pain to relax their 

masseter muscle with visual or auditory electromyographic (EMG) feedback . 

Budzynski and Stoyva (1973) found that both feedback methods resulted in lower
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masseter muscle activity than under controlled conditions. Further controlled studies 

found that FAM patients were able to reduce their masseter EMG levels and 

consequently pain and mouth opening (Dohrmann and Laskin, 1978).

Occlusal splints

The aim of these removable appliances is to correct parafunctional habits and relax 

the masticatory musculature (Beard and Clyton, 1980; Sheikholesslam et a l, 1986); 

along with correcting any premature contacts (Bradley, 1987). There are numerous 

reports using various types of splints to produce a decrease in pain and an increase in 

function (Greene and Laskin, 1972; Dahlstrom e ta l, 1982; Sheikholeslam e ta l , 1986). 

Few of these studies incorporate controls; estimate the effect of a placebo response; 

or have long term follow up. Placebo appliances appear to be equally effective to 

splints (Greene and Laskin, 1972 and Dao et al> 1994). No sustained improvement in 

pain measures has been shown using occlusal splints in any controlled study (Eversold 

et a l ,1985 and Dao et a l, 1994)

b. Invasive therapy (for FAM only)

Occlusal rehabilitation

This is undertaken to restore the lost occlusal surfaces of teeth and provide a balanced 

occlusion without interferences. It may involve replacement of restorations, crowns, 

bridges and selective grinding of tooth surfaces (Clark and Adler, 1985). There is no
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controlled study which supports the use of this type of therapy.

Intra-articular injections

Numerous substances have been injected into the TMJ, aimed at either reducing the 

inflammatory response or washing out the joint (arthrocentesis). Corticosteroid 

injections have been shown to be effective in eliminating pain in 46% of patients, 

whilst producing useful reduction in another 22% of patients with FAM (Toller, 1977). 

However, it has been suggested that no more than two of these injections should be 

given in order to prevent boney erosion of the condyle (Poswillo, 1970). Irrigation of 

the TMJ has been performed with lactated Ringer’s solution, in patients with restricted 

mouth opening as a feature of their FAM, was found to be effective in reestablishing 

normal mouth opening and relieving pain for up to 14 months (Nitzan et a l, 1991). 

Local anaesthetics are able to give short term relief of pain (Danzig et al 1992).

Arthroscopy

This provides endoscopic access to the TMJ and is useful as both a diagnostic and 

therapeutic tool. It was first introduced for use in the TMJ in 1970 by Ohnishi. 

Initially it was used for diagnosis of pathological conditions, however it became 

apparent that it was useful therapeutically in patients with limited mouth opening 

(Murakami et al 1996). Accuracy of diagnosis has been confirmed by arthroscopic 

investigation of: cadaveric specimens; and TMJ’s prior to open surgery (McCain, 

1988). Much arthroscopic surgery is now being performed, the success of this

93



Chapter 1 Introduction

treatment modality for closed lock is established (Sanders, 1986). Long term outcome 

and controlled studies investigating pain reduction following arthroscopy are lacking 

as with most other surgical techniques.

Surgery

A host of surgical procedures have been reported as successful treatment for FAM and 

internal derangement, few have however been controlled prospective studies. Surgery 

is presently only recommended (by some) when all other conservative methods have 

failed and there is intractable pain (Juniper, 1993). The estimates of the need for 

surgery have however ranged from 1 to 17% of patients (Hankey, 1954 and Dunn et 

al, 1981). Surgery was first described for internal derangement of the TMJ in 1887 

by Annadale (reported in Poker and Hopper, 1990) performed to secure the TMJ 

meniscus (meisectomy). Ninety percent of all of Costens patients underwent 

condylectomy and since that time a variety of similar operations have been described. 

The main function of surgery appears to be to increase the amount of space within the 

joint and relieve irritation upon the nerve bearing tissues (Henry and Baldridge, 1957). 

Other procedures have included eminectomy, menisectomy with a variety of 

interpositonal grafts, discoplasty, condyloplasty, condylotomy and reconstructive 

arthroplasty. Numerous reports of success rates of condylotomies have been published 

(Ward, 1961), Banks and MacKenzie, (1975) reported a 91% cure or improvement 

with surgery; follow up, however, showed a high prevalence of persistent pain and 

dysfunction (Poker and Hopper, 1990). Menisectomy has been reported favourably by
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many authors, (Dingman and Moorman, 1951; Husted, 1966 and Agerberg and 

Lundberg, 1971) however, subsequent development of complications had led to a 

decline in the popularity of this procedure. More recently a variety of alloplastic and 

autogenous interpositional grafts and implants have been used for meniscal 
replacement with varying success (Poker and Hopper, 1990). The use of surgery at all 

has been questioned when there is little or no evidence of its success or of its rationale 
(Juniper, 1993; Harris, 1996).

Psychological interventions
a. Reassurance
Reassurance is a therapeutic intervention that is commonly employed in medical 

practice (Warwick and Salkovskis, 1985; Buchsbaum, 1986 and Kathol, 1997). Its 
goals include relieving patients anxiety and enabling restoration of the patients 

confidence sufficiently to function autonomously. However indiscriminate reassurance 
may cause problems as may the ordering of investigations which may give a short 
term reduction in fear but lead to a long term increase in the acceptance of the validity 
of the worry (Warwick and Salkovskis, 1985). The unpredictability of reassurance 

produced by a normal test result has been described (McDonald et a l, 1996) and it is 

advised that investigations should be minimised as they tend to be anxiety provoking 
in themselves. In general medical practice the use of positive consultations 
(reassurance) can produce a higher proportion (64%) of patients getting better than 

negative consultations (39%); even when no firm diagnosis could be made by a 

general medical practioner (Thomas, 1987). Like ivestigations referral for a specialist 
opinion can produce greater anxiety and lend credance to patient fears (McDonald et 

al, 1996) even if reassurance appears to be initially successful. Little work has been 

undertaken upon the use and effectiveness of positive reassurance in CIFP, but many 

authors advise its use (Feinmann, 1994; Ship et al, 1995). Toller (1976) in an 

uncontrolled study suggested that advice to rest the joint, appropriate adjustment of 

diet and use of self prescribed analgesics along with an explanation of the symptoms 

can produce improvement in 80% of patients with FAM (Toller, 1976).

b. The placebo effect
A placebo has been defined as ’any therapy or component of therapy that is
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deliberately used for its non specific, psychological or psycho-physiological effect, or 

that is used for its for its presumed specific effect, but is without specific activity for 

the condition being treated’ (Shapiro and Morris, 1978).

Placebos have been reported to provide a degree of symptomatic relief in most 

disorders. Most of the available information is derived from studies where placebo 

administration constituted the control condition for the evaluation of another form of 

active treatment. The effects attributed to the placebo may be the results of 

spontaneous fluctuations in the symptoms of the disorder or a result of positive 

reassurance (Richardson, 1995). The proportion of placebo responders can vary from 

0-100%, although commonly quoted as 30%, although in psychiatric disorders it can 

frequently be as high as 75% (Shapiro and Morris, 1978). Johnson (1994) suggests 

that in many drug trials reports of placebo action lasting three months are common.

Placebos have been shown not only to influence clinical measures with subjectively 

reported symptoms, but also with objectively recorded measures. In healthy volunteers 

they can influence performance involving cognitive and psychomotor functions. Severe 

adverse reactions can be provoked and a small number of patients report worsening 

of their symptoms (Richardson, 1995). Beecher, (1955) has reported that 35% of 

patients, with severe clinical pain, will respond to a placebo with a similar degree of 

relief that may normally be expected from lOmg of morphine. However, this has been 

disputed and Wall (1995) considers that the placebo response is directly related to the
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procedure being undertaken.

The placebo responder

There does not appear to be a typical placebo responder or placebo responding 

personality. Many have investigated the psychological characteristics of placebo 

responders with no distinct conclusion being able to be made from the various studies 

(Richardson, 1995). Personality characteristics of introversion/extroversion, 

neuroticism, hypnotisability and suggestibility have all been investigated with 

contradictory results. The general consensus is that any individual may be responsive 

to placebo effects under the right circumstances (Skevington, 1995), and different 

responses may occur on different occasions (Frank, 1968).

M odalities o f treatment

The treatment characteristics have a significant influence upon the outcome of the 

placebo response. Differing physical characteristics of a tablet can influence results, 

some colours of pills are more effective in treatment than others (Buckalew and Ross, 

1974). Treatments that appear more ‘serious’ appear to have a greater placebo 

response (Miller, 1989 from Skevington): larger doses appear to work better, and 

injections have a greater therapeutic impact than tablets (Carne, 1961). The placebo 

effect has also been demonstrated with technically sophisticated equipment. Ultrasound 

has been used to reduce post operative swelling (following surgical removal of third 

molars), and was found to produce a reduction of swelling compared to those patients
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with no ultrasound, however similar results were achieved independent of the 

activation of the machine (Hashish et a l, 1988).

Surgery is a very powerful placebo (Beecher, 1961). Angina pectoris has been treated 

with ligation of the internal mammary artery with excellent results in terms of post 

operative exercise tolerance and the ability to be able to decrease the frequency of 

intake of necessary medication (glyceral trinitrate). The results were better however, 

in the hands of those surgeons more enthusiastic about the surgery than those who 

were sceptical. A blind investigation of this procedure compared with merely an 

operation scar in the skin, showed that up to 85% of patients improved independent 

of the specific procedure with improvements lasting at least six months (Beecher, 

1961).

Effect o f  the therapist

The status of the therapist appears to be as important as treatment credibility and the 

confidence with which the placebo is administered. High status individuals 

administering placebos produce better results than lower status therapists (Shapiro, 

1964). This may, of course, reflect the confidence of a more experienced therapist. In 

the previously mentioned ultrasound study, improved results were obtained with the 

therapist wearing a white coat (Hashish et al, 1988). Confidence in a particular 

treatment, it is also suggested, can improve the placebo effect from the commonly 

reported rate of 35% to 62% (Grevert et al, 1983). Petrie and Hazelman (1985) found
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that credibility was an important factor in pain treatment in investigations of placebo 

transcutaneous nerve stimulation and acupuncture. Therapists’ beliefs, expectations or 

wishes may influence the patients responses in ways which can bypass the normal 

constraints of a double blind trial. This was shown by Uhlenhuth et al (1959), where 

the results obtained from each of the doctors patients, was in accordance with the 

expectations of the doctor. Shapiro and Morris (1978) have concluded that the 

therapists interest in the patient, treatment and results, are related to success in 

treatment and placebo effects.

The mechanism, o f  the placebo response

There are numerous theories of the mechanism involved in the placebo response, 

including expectancy-attribution (Ross and Olsen, 1981), reporting error (Shapiro, 

1964), cognitive dissonance (Totman, 1976), conditioning processes (Gleidman et a l, 

1957) and anxiety reduction (Evans, 1974). Many psychological processes are thought 

to influence pain perception and effective placebo analgesia may occur via 

manipulation of many of the above mentioned processes.

Endoiphins have been implicated as the chemical mediator of the placebo response, 

and the ability of naloxone to block opioid action has been used to investigate 

’placebo responders’. Levine et a l, (1978) concluded that the placebo response was 

mediated by endoiphins, however this work has not been able to be replicated and it 

has been suggested that as yet it remains unproven (Wall, 1995).
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c. Cognitive Behavioural (CB) therapy (CBT)

Psychological techniques have been developed to deal with behavioural and 

psychological disability which can occur as a result of health related problems. Long 

term pain and its consequences can produce psychological and behavioural 

maladaptation often called "illness behaviour" (Pilowsky, 1969), which can complicate 

patient management. The need to deal with the psychological and behavioural aspects 

of chronic pain is now widely recognised; the pain behaviour and the disability caused 

by chronic pain conditions usually being unexplained purely by physical findings.

The CB treatment methods have been widely incorporated into the management of 

chronic pain conditions and their use in now commonplace in specialist pain clinics. 

CBT can be successful in managing maladaptive behaviours associated with chronic 

pain and sometimes the pain itself (Dworkin et a l, 1994).

The efficacy of CBT in the treatment of chronic pain has been investigated by 

numerous researchers (Skinner at al, 1990; Turk et al, 1983; Turner, 1982 and Turner 

et al, 1990). Laboratory based studies have shown the possible enhancement of pain 

tolerance using a CB approach (Klepac et al, 1981). Clinical effectiveness has been 

demonstrated with a wide range of pain syndromes: low back pain (Hazard et al, 

1991), arthritis (O’Leary et al, 1988), headaches (Holroyd et al, 1991), atypical chest 

pain (Klimes et al, 1990) TMJ pain (Oakley et al, 1994) and in numerous mixed 

chronic pain groups (Skinner et al, 1990; Nicholas e t al, 1992 and Kerns et al, 1986).
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Follow-up of between 6 months to 2 years in some of the above studies has indicated

that improvements may be maintained for considerable periods after treatment

completion.

The cognitive behavioural perspective

The CB perspective is based upon 5 central assumptions:

i. individuals are active processors of information and not passive reactors

ii. thoughts (e.g. appraisals, expectancies, beliefs) can elicit and influence mood, 

affect physiological processes, have social consequences and can also serve as 

an impetus for behaviour; conversely, mood, physiology, environmental factors 

and behaviour can influence the nature and content of thought processes

iii. behaviour is reciprocally determined by both the individual and environmental 

factors

iv. individuals can learn more adaptive ways of thinking feeling and 

behaving

v. individuals should be active collaborative agents in changing their 

maladaptive thoughts, feelings and behaviours

(Turk and Meichenbaum, 1995).
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Treatment phases

The application of the CB perspective into clinical practice for the treatment of 

chronic pain involves complex patient-clinician interaction and a wide range of tactics 

and techniques. All CB treatment approaches are however characterised by being 

active, time-limited and structured. Collaboration is a central feature to achieve 

mutually agreed-upon goals and programmes. A programme would typically involve 

multiple components including: information to increase knowledge and awareness of 

factors influencing chronic pain problems; cognitive and behavioural therapies aimed 

at increasing physical and functional activities and adaptive responses to pain; and 

skills training such as the use of relaxation, biofeedback, hypnosis and other self 

control strategies to modify perception of pain and bodily related sensations 

(Fordyce,1976; Turk et al, 1983 and Keefe et al, 1986).

CB interventions are therefore aimed at helping patients identify maladaptive patterns 

and acquire, develop and practise more adaptive coping techniques. Patients are 

encouraged to become aware of, and monitor, the impact that negative pain- 

endangered thoughts and feelings play in the maintenance of maladaptive ’pain 

behaviours’. Patients are also taught to recognise the connection linking cognition, 

affect and behaviour, together with their joint consequences. Finally patients are 

encouraged to undertake ’personal experiments’ and to test the effects of their 

cognitions and beliefs by means of selected homework (Turk and Meichenbaum,

1994).
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The CB treatment consists of five overlapping phases, which need to be implemented 

in a flexible individually-tailored way.

1. Initial assessment

2. Collaborative reconceptualisation of the patients’ views of pain

3. Skills acquisition and consolidation, including cognitive and behavioural

rehearsal (i.e. practising)

4. Generalisation, maintenance and relapse prevention

5. Booster sessions and follow-up.

Cognitive behavioural treatment is not designed to eliminate patients pain but to help 

patients live with their pain more effectively, although the pain may be reduced as a 

result of the increased activity and by means of various coping skills (Turk and 

Meichenbaum, 1994).

The prim ary objectives o f  CB treatment programmes are

To combat demoralisation by assisting patients to change their view of their 

pain and suffering from overwhelming to manageable 

To teach patients that there are coping techniques and skills that can be used 

to help them adapt and respond to pain and the resultant problems 

To assist patients to reconceptualise their view of themselves from being 

passive, reactive and helpless to being active, resourceful and competent 

To help patients learn associations between thoughts, feelings and their
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behaviour, and subsequently to identify and alter automatic maladaptive 

patterns

To teach patients specific coping skills and when and how to utilise these more 

adaptive responses

To bolster self confidence and to encourage patients to attribute successful 

outcomes to their own efforts

To help patients anticipate problems proactively and generate solutions, thereby 

facilitating maintenance and generalisation

The approach encourages patients to maintain a problem solving orientation and 

develop a sense of resourcefulness (Turk and Meichenbaum, 1995).

A recent innovation based on CB principles is that referred to as ’minimal 

intervention/therapy’ (Glasgow et al, 1991). These emphasize the use of information 

and education in the form of self help materials with brief professional guidance. This 

involves fewer sessions and low cost follow up e.g. brief telephone counselling. This 

’minimal therapy’ has been investigated in patients with TMJ pain prior to the 

’routine’ treatment; it was found that the compared to routine treatment, at 3 months 

both groups had similar results for pain but during the 3 -12 month review the 

minimal intervention group continued to improve as with routine CBT. There was no 

effect seen in patient mood or somatization (Dworkin et al, 1994).
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Routine CBT has been undertaken in TMJ dysfunction patients who had failed to 

respond to routine treatment. The study was poorly controlled, but showed possibly 

useful mood changes and improvements in pain perception (Oakley et a l, 1994). No 

properly controlled study exists to assess CBT as part of the routine treatment of 

CIFP.
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Aims of this thesis

The present management of chronic idiopathic facial pain combines many treatment 

techniques. As yet there is no consensus as to which treatment is appropriate and all 

chronic pain management techniques require controlled investigation to assess their 

usefulness in this condition. Only tricyclic antidepressants have been found to reduce 

pain in controlled trials. They are widely used, but their side effect profile may limit 

usefulness, and the newer antidepressants (SSRI’s) need to be evaluated. The 

psychological technique of CBT is useful in many pain syndromes and shows promise 

in patients with CIFP who have been classed as ’treatment failures’, but requires 

further assessment.

As with all patients actively seeking health care, the patients presenting at secondary 

health care units are not representative of those in the general population. No 

population studies of CIFP are available in the UK. Assessment of the presenting 

population and features of the condition that make treatment acceptance likely can 

give valuable information and indicate factors that are of concern to patients and likely 

to lead to treatment seeking.
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The aims of this thesis are therefore to

i). describe the population of patients with CIFP seeking treatment at a

secondary care level;

ii). assess demographic, clinical and psychological factors in relation to

acceptance of treatment;

iii). assess the effectiveness of fluoxetine and CBT, alone and in combination, in

the management of CIFP;

iv). assess the usefulness of fluoxetine and CBT in clinical practice

v). assess likely predictors of good outcome of fluoxetine and CBT
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Materials and methods

The study is designed in two parts. It is essentially one large study: the first part 

assessing and recruiting patients; and the second part treating patients and assessing 

the outcome

i. Treatment uptake in chronic idiopathic facial pain

ii. A comparison of cognitive behavioural therapy alone and in conjunction with 

an antidepressant drug in the treatment of chronic idiopathic facial pain.
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Study Design

This is a prospective study of patients attending the established facial pain clinic at 

the Eastman Dental Hospital. Patients with facial pain were assessed by self report 

questionnaire and clinically. Appropriate treatment was offered within a four arm 

randomised treatment trial; patients were allocated to either antidepressive medication, 

placebo, cognitive behavioural therapy plus antidepressive medication, or cognitive 

behavioural therapy plus placebo. In all groups the duration of the study period was 

12 months (three months treatment and nine months follow up), after a six weeks 

baseline period.

The results of the patient treatment uptake decisions, assessments and treatment 

outcome were analysed along with reasons for declining or accepting treatment.

Study population

The following criteria were used to select potential patients for the study.

Diagnostic Criteria 

/. treatment uptake

Patients were included in the assessment if their referring practitioner’s letter described 

atypical facial pain, facial arthromyalgia, atypical odontalgia and oral dysaesthesia (see
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below) or contained descriptions that were suggestive of these types of pain. The 

diagnostic criteria are to be found in Appendix 1. 

ii. treatment outcome

Patients who were diagnosed as having the following conditions were included in the 

study: atypical facial pain, facial arthromyalgia, atypical odontalgia and oral 

dysaesthesia.

Inclusion Criteria

i. treatment uptake

Patients were aged over 16 and under 65 years; had a good written and spoken 

command of English and were prepared to complete a battery of questionnaires as part 

of their assessment.

ii. treatment outcome

Patients had had pain for a duration of over 3 months, which was attributable to a 

diagnosis of chronic idiopathic facial pain. Patients were permitted the use of: 

proprietary analgesia; routine medication; for control of medical conditions as 

prescribed by their general medical practitioner or hospital consultant; and 

contraception.

Exclusion Criteria 

/. treatment uptake

Patients were excluded from the treatment uptake study if they were self referred.
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ii. treatment outcome

Patients were excluded if there was a medical or dental cause for their pain as 

assessed by the Oral Surgery research registrar (Sheelah Harrison (SH)) or if there was 

any pathology detected on the radiographs of the area of pain. Patients who showed 

signs of the following were also excluded: neurological signs or structural lesions 

such as pulpitis, pericoronitis, acute periodontitis, temporomandibular joint 

osteoarthritis, rheumatoid arthritis, sinusitis, trigeminal neuralgia, giant cell arteritis, 

periodic migrainous neuralgias, vitamin deficiency, anaemias, cerebral tumours, or had 

a history of epilepsy or heart disease. Substance abusers, (ie, narcotics, alcohol) were 

also excluded, as were pregnant women and nursing mothers. Patients had no history 

of psychosis, severe depression or anxiety. Similarly patients whose level of anxiety 

and depression: in the opinion of the consultant liaison psychiatrist (Dr Charlotte 

Feinmann), would interfere with their ability to learn cognitive behavioural strategies: 

were also excluded. Patients who had major psychological problems; as assessed by 

the clinical psychologist (Lesley Glover), which were likely to prevent pain 

management being the focus of the psychological intervention; were also excluded 

from the study. Each patient had a full blood count, urea and electrolytes, liver 

function tests and an E.S.R.

Con co mi tan t medi ca tion

Patients were prohibited from taking any other antidepressants or narcotics. Patients 

taking antidepressants at the time of assessment, for pain, would be considered eligible
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for admission to the trial if they were able to stop the antidepressants for a washout 

period of four weeks.

Sample Size

i. Treatment Uptake

Eight hundred and forty-eight patients were assessed over a three year period.

ii. Treatment Outcome

181 patients accepted treatment within the trial.

No data was available to suggest the appropriate sample size needed to show a 

difference following a CBT intervention. Two calculations of sample size were 

undertaken based upon data from the treatment uptake study according to the method 

of Florey (1993);

i) to show a 25% change in pain severity which could be attributed to the 

antidepressant

ii) to show a 25% difference in pain interference which could be affected by 

successful CBT

The calculations, seen in Appendix 7., gave sample sizes of 31 and 42 patients per 

group respectively. Recruitment was adjusted to a minimum of 42 patients per group. 

It was therefore proposed to randomise a minimum of 168 patients.
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Ethical considerations

Ethical approval was obtained in accordance with the guidelines of the Declaration of 

Helsinki (current version - Hong Kong amendment 1989) and European guidelines for 

Good Clinical Practice, from the Eastman Institute Research and Ethics Committee 

(December 1992). The patients’ General Medical Practitioner, and referring clinician, 

if different, were kept informed of the patients progress throughout the study. A copy 

of the Ethical Committee approval can be found in Appendix 5.
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I. Treatment uptake

Study procedures

Clinical procedures

All patients seen in the facial pain clinic were asked on arrival to complete a set of 

questionnaires prior to being seen by the clinician (SH). The interview was conducted 

with the patient only in the room; friends and relatives (except small children and 

those with special needs who required a facilitator) were requested to remain in the 

waiting room. A standard clinical interview and maxillofacial examination was 

performed and recorded on a standard proforma (Appendix 4). The patients’ 

employment status and occupation were noted as part of a standard social history 

enquiry. A diagnosis was made; the patient informed of this and a brief explanation 

of treatment was given along with an explanatory leaflet (Appendix 2.).

The patients were given two options for treatment either:

i) a treatment study combining the possibility of a known antidepressant drug

(fluoxetine 20mg) and a pain management programme undertaken by a trained Clinical
*

Psychologist; or

ii) the Departments’ usual non trial protocol of antidepressant therapy.

The patients were advised that the Department recommended the Study as the probable
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best possible solution to their condition. The time commitment required for the trial 

was explained to patients as, at least one appointment every month for three months, 

with the possibility of 6 extra 1 hour sessions (CBT sessions), 4 combined and 2 CBT 

alone.

Radiographs were taken as clinically indicated. Patients with pain underwent 

appropriate radiographic examination to exclude pathological change in the specific 

area of pain, if radiographs were available since the onset of pain and within the last 

year, they were not repeated. An orthopantomogram was requested for pain around the 

temporomandibular joint, however further views were taken if visualisation of the 

appropriate structure was inadequate.

Following consultation patients were given time to read the leaflet and consider 

treatment options. Following consideration the patients were asked if they wished to 

have treatment, if the response was positive they were asked whether they would opt 

for treatment within the trial. Actual responses to these questions were noted during 

the consultation along with reasons for rejecting the trial as an option.

Clinical explanations

Standard answers were given to patients questions concerning the trial.

Appointments were available from 9am until 4.30pm on either Mondays or Thursdays. 

Letters could be provided for employers with dates if required.
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Drugs within the study were available free of charge.

The drug action was stated as ’not known exactly’ but was explained in terms of the 

present theories of different sites of action (of receptors) within the brain. The 

explanation was different for the two drugs: the placebo possibly stimulating ’natural 

pain killers’ known as endorphins; and the anti depressant drug ’damping down’ other 

sites (receptors) within the brain responsible for pain and pain sensitivity thought to 

be specific (serotonin) receptors, i.e. increasing the serotonin levels to inhibit pain 

transmission. The level of explanation was dependent upon the level of information 

requested, receptors were not mentioned unless questioning of specific mechanisms 

occurred.

If concern was expressed about the possible content of the placebo, it was stated that 

the contents were essentially harmless, but often with very powerful effects helping 

and curing a large number of people.

Study measures

Clinical measures

Maximum interincisal opening was measured from the left upper central to the lower 

incisor in millimetres (mm). The presence or absence of asymmetry, swelling, facial
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or TMJ tenderness, noise or crepitus were noted, along with any intra-oral 

abnormalities including tongue or buccal mucosa ridging. The cranial nerves were 

examined. The clinical diagnosis was noted.

Subjective measures

The Eastman Dental Pain Proforma (Appendix 4.) was completed by the clinician 

during the clinical interview. It recorded description and history of pain, previous 

treatment and medical history. Sociodemographic variables including age, gender, 

marital status, economic position and occupation were also included. Economic 

position and social class were determined according to The Office of Population and 

Census Surveys Classification of Occupations (1980).

Pain measures

The following questionnaires were used to assess pain. Examples of questionnaires 

used are found in Appendix 3.

i) Multidimensional Pain Inventory (Kearns et a l, 1985)

This is a self report questionnaire containing 66 items comprised in three parts:

a. to assess the patients appraisal of pain and its impact upon various 

domains in their lives;

b. the responses of significant others (spouse, partner or person with whom the

patient has significant personal interaction with); and
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c. an assessment of the frequency with which the patients perform common 

activities.

Thirteen scales are derived from the questionnaire giving measures of pain severity, 

distress, interference of pain with daily living (which shall be referred to as 

interference throughout the thesis), control over one’s own life and pain (which shall 

be referred to as control throughout the thesis), support from the patient’s partner 

(referred to as support throughout the thesis), punishing responses, solicitous 

responses, distracting responses, effect upon ability to do household chores (this shall 

be referred to as household chores throughout the thesis); outdoor work; activities 

away from home; social activities and general activity. Each of the scales has possible 

scores ranging from 0 to 6.

ii) Short McGill Pain Questionnaire (Melzack, 1987)

This is a self report questionnaire with three sections, which provide information on 

the qualitative aspects and intensity of the patients pain. It contains 15 subjective 

descriptors for pain with sensory or affective dimensions and a miscellaneous group 

of pain words, all are ranked for intensity. Each pain descriptor is scored from 0 

(none) to 3 (severe), the values of the words chosen are summed and a score ranging 

from 0 to 45 is obtained. A percentage of total score (45) is used to represent the 

patients usual pain. This enables a representation of the score to be made proportional 

to those questions answered, as opposed to an absolute score, thus taking into account 

missing data. An intensity rating scale (categorical) from 0 (no pain) to 5
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(excruciating) and a visual analogue scale (10 cm scale) are used to assess the present 

pain.

Measures of mood

Anxiety and depression were assessed with the following self report questionnaires.

i) Beck Depression Inventory (Beck et al, 1971)

This 21 item scale was originally designed to measure severity of depression in a 

psychiatric population. It contains affective, cognitive, somatic and behavioural items. 

Each item can be scored from 0 to 3, increasing with depression and providing a 

maximum score of 63. Scores of 0-9 are classified as not depressed, 10-14 borderline, 

15-20 mild depression and increasing depression with increasing scores. A cut-off 

point for depression, in English patients, of a BDI score greater than 11 has been 

suggested (Metcalf and Goldman, 1965). General medical patients have been shown 

to have slightly elevated scores reflecting ill health rather than depression (Schwab et 

al, 1967) and this limitation should taken into account when interpreting patient 

scores.

ii) Spielberger State-Trait Inventory (Speilberger, 1970)

This is a 40 item self report inventory which assesses subjective feelings of anxiety 

at the time of questionnaire (state) and upon more stable, general feelings of anxiety 

(trait). The total scores on each scale range from 20 to 80.
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Normative data are available for state and trait scores from various population 

samples, represented in Table 1. by median scores (C5, C95).

Table 1. Median ’normal’ anxiety scores (Speilberger, 1970)

Population state trait

Female, normal adults (19-39 years) 33 (21, 58) 34 (22, 55)

Male, normal adults (19-39 years) 35 (20, 56) 33 (20, 56)

Medical and surgical patients 42 (22, 67) 41 (23, 66)

Measures of thoughts about pain and illness

The following self report questionnaires were used to assess patients understanding of 

their pain and illness in general.

i) Pain Cognitions Questionnaire (Boston et al, 1990)

This 30 item self-report questionnaire measures pain coping abilities and has been 

validated in mixed chronic pain patients (no controls were used). Four scales allow 

scores for active positive coping strategies (score range 7-28), hopelessness (score 

range 4-16), helplessness (score range 4-16) and passive optimism (score range 4-16). 

The questionnaire was validated on a group of 90 chronic mixed pain patients, no 

controls were used.
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ii) Pain Beliefs Questionnaire (Edwards et a l, 1992)

This is a 20 - item questionnaire was designed to measure patients attributional beliefs 

about the cause of pain and its consequences. Two scales determine organic and 

psychological beliefs - the maximum score on each scale is 6 suggesting strong 

beliefs. The questionnaire was validated on 194 students and 100 chronic pain patients 

from a rheumatology department. All the chronic pain patients from the rheumatology 

department had organic disease (e.g. rheumatoid arthritis, systemic lupus 

erythematosus) to account for their pain (Edwards, 1997).

iii) The hypochondriacal beliefs scale and the disease phobia scale from the Illness 

Attitudes Scale (Kellner, 1981)

These two self rating scales have been taken from a comprehensive illness attitude 

scale. The scales contain questions about false beliefs of having a disease and fear of 

disease, the score range is from 0-6, with larger scores suggesting stronger beliefs.
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II. Treatment Outcome

Study procedures

Study drugs

Identical green capsules containing either drug (20mg fluoxetine) or placebo were 

provided by Eli Lilly, Basingstoke, UK. The drugs were packaged by University 

College Hospital’s Pharmacy Department in identical childproof brown glass bottles. 

Twenty-eight capsules were contained in each bottle. The bottles were labelled Facial 

Pain Study and were identical except for a three digit coding number, which was 

covered by the research nurse with small stickers, before presentation to the clinician 

(SH). The patient’s name and the date was hand written onto the bottle by SH when 

given to the patient.

Clinical procedures

All patients attending facial pain clinics were assessed clinically and by self report 

questionnaires as described previously. If the patient agreed to take part in the study 

they were asked to sign a joint information sheet and consent form (Appendix 6). 

They were randomised to a treatment group, and advised whether their initial 

treatment would include a drug alone or combined with CBT. An appointment for 

their first treatment session was made at the time of assessment.
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Patient Assignment

Patients were randomised in blocks of four after their assessment to one of the four 

groups (Pocock, 1983). Men and women were randomized separately, to ensure equal 

sex distributions between the groups listed below:

i. Placebo alone;

ii. Drug alone - fluoxetine 20mg;

iii. Cognitive behavioural therapy + placebo; and

iv. Cognitive behavioural therapy + fluoxetine 20mg.

Blinding

All of the principal investigators and research staff were blind to drug/placebo 

allocation. The drugs were labelled with numbers which gave codes for drug A or B, 

which was known only by a research nurse. The unblinding code (i.e. whether A or

B was fluoxetine 01* the placebo) was held by the Pharmacy Department; with one of

the senior investigators; and within a sealed envelope in a drugs cabinet (in the trial 

office) if required in an emergency. Patients were unblinded if they requested, but 

were asked if they could wait until after the one year appointment. Following 

unblinding patients were managed by senior staff members to prevent possible 

unblinding of the investigators.

Clinical treatment

All patients had at least a six week baseline period between assessment and their first
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treatment session. This was done in order to gain a more accurate reflection of patients 

pain over a time period; as pain severity varies with time, and can appear more severe 

on initial presentation due to regression to the mean (Whitney and Von Korff, 1992).

The drugs were prescribed for three months, after which time they were withdrawn 

(unless clinically contraindicated). A time table of visits is shown in Table 2. All 

patients were seen by SH at monthly intervals during treatment (3 months) and three 

monthly intervals until the one year follow up appointment. In addition those patients 

assigned to have CBT had 6 hour long sessions with the Clinical Psychologist, LG, 

during the three month treatment phase. It was requested that during treatment within 

the study that patients refrained form other pain treatment and had minimal essential 

dentistry only.
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Chapter 2 Materials and Methods

Content of the CBT sessions

Standardised clinical interventions were undertaken by LG. The content of the sessions 

is set out as Appendix 8, and patient handouts to accompany the sessions are given 

in Appendix 9.

Study measures

Clinical measures

At every visit a discussion concerning symptoms and an examination of the patient 

was undertaken. Measures of patients signs and symptoms were made (by SH) and 

recorded on the Eastman Dental Hospital Pain Proforma follow up sheet (Appendix 

4). Patients were asked to give a verbal rating of their current problems: 

pain/discomfort; social/familial; and emotional from ‘none’ to ‘severe’. Other 

symptoms recorded were headache, migraine, tinnitus, neck pain, back pain, irritable 

bowel, pelvic pain, dysfunctional uterine bleeding, pruritus or features of chronic 

fatigue syndrome and any other chronic pain problems since the last visit. Patients 

were asked whether the severity of their facial pain ‘had worsened’, ‘was unchanged’ 

or had ‘improved’; and to describe the character of the pain in terms of six 

descriptors: ‘discomfort’, ‘dull ache’, ‘burning’, ‘sharp’, ‘stabbing’ or ‘throbbing’. The 

measurement of mouth opening as described previously (by interinscisal distance 

measurement), TMJ noise and tenderness was noted, along with the site and radiation 

of pain.
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Subjective measures

The series of self report questionnaires previously described were presented to the 

patients in the clinic at specific time points. They were completed prior to being seen 

by either clinician. The questionnaires were given to patients at the following visits 

(see Table 2.):

Initial assessment;

week 1 - first treatment session (after 6 weeks baseline);

week 13 - last treatment session;

week 26 - 6 month follow-up;

week 39 - 9 month follow-up;

week 52 - 12 month follow-up;

A flow chart showing the relationship of the protocol with time is'shown in Figure 3.

127



Figure 3. Protocol flow chart
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Chapter 2 Materials and Methods

Additional measures

Drug consumption. Analgesic and study medication intake was monitored by reported 

intake per week, every four weeks at a review appointment. Names, doses and 

frequency of consumption are noted. This information was recorded on the 

medication sheets (Appendix 4.)

Withdrawal criteria

Patients were withdrawn from the study if they were unblinded to the drug/placebo 

group placement, or in the view of the Liaison Psychiatrist, CF, developed grave 

physical or mental illness or if there were intolerable side-effects.
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Analysis

Qualification for analysis

i. Treatment uptake

The results from patients who completed the questionnaires themselves or with the aid 

of a member of staff and a full maxillofacial assessment were analysed.

ii. Treatment outcome

Patients were considered for analysis that they completed 2 months of treatment 

(although the proposed period of treatment was 3 months). Unless unblinded patients 

who dropped out of or were withdrawn from the study either during treatment or the 

follow up period were asked to complete a standard set of questionnaires at each time 

point. Due to time constraints the thesis was written before completion of the whole 

study; incomplete data only is available on some of the patients, this is explained in 

the results text where appropriate.

Data processing

All data was processed using SPSS for windows version 6.1.3. (SPSS Inc., Chicago, 

USA).

Statistical methods

Non parametric analysis have been used for analysis of the data. Although much of
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the data was normally distributed, many of the questionnaires give interval and 

categorical data. The nature of pain and mood suggest that the properties of an interval 

scale cannot be assumed.

Statistical advice was given by Drs Bulman and Petrie, from the Department of Dental 

Public Health, Eastman Dental Hospital.

i. Treatment uptake

Simple descriptive statistical methods were used to describe the population of patients 

attending for consultation. Subsets of patients were compared using non parametric 

analysis, the Chi-Squared and Mann-Whitney tests were used to examine differences. 

Logistic regression was used to examine the patterns and predictors of treatment 

uptake.

ii. Treatment outcome

The effectiveness of each treatment condition was examined using a Friedman two- 

way analysis of variance over time in each treatment group using only those patients 

who adhered to the protocol. Median scores were calculated with quartiles. Subsidiary 

measures of beliefs and behaviours were also examined. Multiple regression analysis 

was used to examine treatments and patient factors as predictors of final outcome.
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Presentation of Numerical Results

For the sake of clarity the results will be expressed to one decimal place in tables and 

as whole numbers in the text. The spread of the data will be expressed as 5th and 95th 

percentiles (where possible), represented by (C5= , C95= ) in text and (C5, C95) in 

tables, unless otherwise stated. Where results were statistically non significant, the 

abbreviation - ns may be used.
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Description of clinic sample - results
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Results and discussion

For the sake of clarity the results and discussion will be presented as follows:

Chapter 3 Description of clinic sample - results

Chapter 4 Description of clinic sample - discussion

Chapter 5 Treatment uptake - results

Chapter 6 Treatment uptake - discussion

Chapter 7 Treatment outcome - results

Chapter 8 Treatment outcome - discussion
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Chapter 3 Description of clinic sample - results

Comparison of pain populations 

Demographic data

Over a three year period (1993-6) 848 patients were seen for screening for suitability 

for the clinical trial. Of these patients 713 had a diagnosis of chronic idiopathic facial 

pain, either alone (684) or combined with another diagnosis (29). The remainder of 

the patients (non CIFP) were categorised as having pain which was dental in origin, 

a non chronic pain or a resolved, but previously painful condition. Table 3. gives the 

numbers of these patients seen for screening.

Table 3. Numbers of clinic attenders according to diagnostic group 

Diagnostic group Patients

CIFP 684 (84.1%)

CIFP + other diagnosis 29 (3.4%)

Non CIFP 126 (13.7%)

dental 53 (6.3%)

not chronic 18 (2.1%)

pain resolved 55 (6.5%)

Never had pain 19 (2.2%)

Total 848
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Clinic populations

Table 4. shows the demographic data from the clinic population.

Age and gender distribution

The age range of patients screened was 1 6 - 8 5  years. The age distribution did not 

differ between those with CIFP and those with other reasons for their pain. There were 

more women than men in both groups of patients, however, the distribution of women 

was significantly higher at 84% in the CIFP group compared to 67% in the non CIFP 

patients (X2=21.0, pcO.OOl). The results are represented graphically in Figure 4.
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Table 4. Demographics o f clinic attenders

Chronic Idiopathic 
Facial Pain (CIFP) 
n = 713

Non CIFP patients 
with pain 
n =  116

Significance
level

Age median 
(5th, 95th percentiles)

Sex M

F

Duration in years median 
(5th, 95th percentiles)

Marital status

single

married

divorced

separated

widowed

missing data

Social Class

I (Professional)

II (Intermediate)

III N (Skilled non-manual)

III M (Skilled manual)

IV (Semi-skilled)

V (Unskilled) 

Unclassified

35 years (26, 45)

117 (16.4%) 

586 (83.6%)

2.0 (0.75, 5.00)

295 (41.8%) 

319 (46.3%)

51 (7.3%) 

16 (7.3%) 

12 (1.7%) 

20 (2 .8%)

22 (3.1%)

180 (25.2%) 

174 (24.4%)

52 (7.3%) 

43 (6.0%)

4 (0.6%) 

238 (33.4%)

36 years (29, 47) p<0.05

38 (32.8%)

78 (67.2%)

48 (41.4%) 

59 (50.0%) 

6 (5.2%)

3 (2.6%)

0

8 (6.7%) 

34 (29.3%) 

22 (19.0%) 

8 (6.9%)

5 (4.3%)

1 (0.9%) 

38 (32.8%)

p<0.0001

1.0 (0.46,3.00) p<0.0005

ns

ns
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Table 4. Continued.

CIFP (n=713) Non CIFP (n=l 16) Significance
level

Employment Status ns

Employed 428 (62.1%) 71 (61.2%)

Unemployed 80 (11.6%) 15 (12.9%)

Student 66 (9.6%) 8 (6.9%)

Retired 21 (3.0%) 7 (6.0%)

Homecarer 81 (11.8%) 15 (12.9%)

Long term sick 13 (1.9%) 0

Referral

GDP 527 (73.9%) 101 (87.1%) p<0.001

GMP 99 (13.9%) 11 (9.5%)

Specialist 63 (8.8%) 4 (3.4%)

Other/missing 3 (3.3%) 0

Number of specialists 
previously seen

2 (1 ,3) 1 (1 ,2) p<0.001
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Pain duration

Pain duration differed between the groups; the median duration of pain of CIFP 

patients was 2 years (C5=0.8, C95=5.0), compared to 1 year (C5=0.8, C95=3.0) in those 

with other diagnoses (Z=-3.4, p<0.001). The duration of pain ranged from 1 week to 

50 years.

M arital status

The marital status of the patients is described in Table 4. There was no difference in 

distribution according to diagnostic groups. Forty percent of patients were single, 46- 

50% of patients were married or cohabiting and 7-14% of patients were divorced or 

separated.

Socioeconomic status

About 50% of patients in both groups of CIFP and non CIFP groups were from social 

classes II (intermediate) and IIIN (skilled non manual). There was no difference in 

social class distribution between the groups. In both groups over 60% of patients were 

employed, 12-13% homecarers and 11-12% unemployed. Employment status did not 

differ between the groups.

Referral source

The patient referral source was different between the groups of patients (JC2=10.7, 

p<0.01), although most patients were referred by their General Dental Practitioner
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(GDP). Eighty-seven percent of those patients with non CIFP compared to 74% of 

patients with CIFP were referred by their GDP. Fourteen percent of CIFP patients 

were referred by their General Medical Practitioners (GMP) and 9% by specialist 

practitioners; whereas of those with non chronic pain 10% and 3% were referred from 

their GMP or specialists respectively. The median number of types of practitioners 

seen prior to this consultation here was 2 for those with CIFP and 1 for those with 

non CIFP (X 2=26.4, p<0.001). The range of types of practitioners seen prior to

consultation was from 1 to 7. No data was collected concerning numbers of each type 

of practitioner seen.

Clinical features of clinic population

Results are shown within Table 5.

Character o f pain

The character of the pain was described as aching by 77% of patients with CIFP and 

57% of patients with non CIFP (X2=20.4, p<0.001). No difference was found in other

pain characteristics between the two groups: with 25-27% of patients having a 

throbbing element to their pain; 22-24% of patients describing their pain as 

discomforting; 21-28% of patients described a sharp element to their pain; stabbing 

pain was described by 9-11% and burning by 4-7% of patients.
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Site o f  pain

Seventy-six percent of patients with CIFP reported pain of the TMJ compared to 58% 

of those with non CIFP (X2=17.5, p<0.001). The face and scalp were reported as pain 

sites by 41% and 14% of CIFP patients respectively compared to 29% and 5% 

respectively in non CIFP patients (face: X 2=5.9, p<0.05 and scalp: X 2=1.0, p<0.01). 

Pain in teeth was more frequently reported by non CIFP patients, 29% of non CIFP 

and 9% of CIFP patients described teeth as a site of pain (X2=41.1, pcO.OOl). Patients 

with CIFP also had an increased number of pain sites with a median of 2 pain sites 

(C5=l, C95=2) compared to non CIFP patients who had a median of 1 pain site (C5=l, 

C95=2) (X2=14.5, p<0.01).
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Table 5. Comparison o f clinical features o f CIFP and non CIFP patients with pain

CIFP non CIFP Significance
level

n=713 n=l 16

Character

ache 527 (77%) 66 (56.9%) p<0.001

throbbing 185 (27%) 29 (25%) ns

discomfort 153 (22.4%) 28 (24.1%) ns

sharp 145 (21.3%) 32 (27.6%) ns

stabbing 63 (9.2%) 13 (11.2%) ns

bum 48 (7%) 5 (4.3%) ns

Pain site

TMJ 522 (76.3%) 67 (57.8%) p<0.001

face 282 (41.2%) 34 (29.3%) p<0.05

alveolus/jaw 123 (18%) 26 (22.4%) ns

scalp 94 (13.7%) 6 (5.2%) p<0.001

teeth 59 (8.6%) 34 (29.3%) • p<0.001

gingiva 12 (1.8%) 4 (3.4%) ns

number o f sites«l> _ _ i u . 2 (0.3) 1 (1,3) p<0.05
(median (5n , 95l 1) quartiles)

Pain variation

constant 408 (59.6%) 42 (36.2%) p<0.001

worse am 164 (24%) 15 (12.9%) p<0.01

worse pm 107 (15.6%) 11 (9.5%) ns

prevents sleep 199 (29.1%) 28 (24.1%) ns

disturbs sleep 210 (30.7%) 33 (28.4%) ns
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Table 5. continued

CIFP non CIFP Significance
level

n=713 n=116

Precipitating factors

none 397 (58%) 74 (63.8%) ns

dental 103 (15.1%) 25 (21.6%) ns

trauma 70 (10.2%) 3 (2.6%) p<0.01

emotional upset 61 (8.9%) 5 (4.3%) ns

infection 20 (2.9%) 4 (3.4%) ns

Provoking factors

chewing 404 (59.1%) 54 (46.6%) p<0.05

biting 378 (53.3%) 54 (46.6%) ns

yawning 207 (30.3%) 17 (14.7%) p<0.001

talking 153 (22.4%) 14 (12.1%) p<0.05

other 135 (19.7%) 19 (16.4%) ns

emotional tension 131 (19.2%) 10 (8.6%) p<0.01

cold weather 63 (9.2%) 11 (9.5%) ns

cold food 19 (2.8%) 10 (8.6%) p<0.005

hot food 11 (1.6%) 11 (11.5%) p<0.001

hot weather 9 (1.3%) 3 (2.6%) ns

alcohol 5 (0.7%) 1 (0.9%) ns

Relieving factors

analgesics 239 (34.9%) 36 (31%) ns

rest 163 (23.8%) 23 (19.8%) ns

heat 29 (4.2%) 2 (1.7%) ns

alcohol 13 (1.9%) 1 (0.9%) ns

chewing 12 (1.8%) 0 ns
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Table 5. continued

CIFP non CIFP Significance
level

n=713 n=116

Oro-facial symptoms

bmxism 283 (41.4% 35 (30.2%) p<0.05

liinited mouth opening 229 (33.5%) 26 (22.4%) p<0.05

clicking TMJ 176 (25.7%) 25 (21.6%) ns

sticking TMJ 131 (18.4%) 17 (14.7%) ns

occlusal discomfort 32 (4.7%) 5 (4.3%) ns

altered taste 20 (2.9%) 5 (4.2%) ns

paraesthesia 13 (1.9%) 1 (0.9%) ns

Previous consultations

Seen by

GDP 624 (91.2%) 103 (88.8%) ns

GMP 368 (53.8%) 40 (34.5%) p<0.001

Oral Surgeon 144 (21.1%) 11 (9.5%) 0<0.005

ENT Surgeon 78 (11.4%) 9 (7.8%) ns

Other 36 (5.3%) 4 (3.4%) ns

33 (4.8%) 2 (1.7%) ns

Neurologist 3 (0.4%) 0 ns

Psychiatrist

Number o f specialists 
(median(5lh, 95th) percentiles)

2 (1,4) 1 (1,2) pO.OOl
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Table 5. continued

CIFP non CIFP Significance
level

n=713 n=116

Previous treatments

analgesics 401

bite raising appliance 118

antibiotics 63

antidepressants 61

other 66

exploration (surgical) 30

restorations 29

extraction 24

pul pal extirpation 24

osteopathy 20

exercises 19

tranquillisers 18

acupunture 18

extraction (surgical) 16

occlusal adjustment 15

TMJ injection 8

TMJ operation 6

short-wave diathermy 5

number of treatments 
median(5th,95th) percentiles

1

nmnber o f dental treatments 0 
median (5th. 95th) percenttiles

(58.6%) 56 (48.3%) p<0.05

(17.3%) 4 (3.4%) p<0.001

(9.2%) 21 (18.1%) p<0.005

(8.9%) 3 (2.6%) p<0.05

(9.6%) 3 (2.6%) p<0.05

(4.4%) 2 (1.7%) ns

(4.2%) 12 (10.3%) p<0.01

(3.5%) 6 (5.2%) ns

(3.5%) 14 (12.1%) p<0.001

(2.9%) 2 (1.7%) ns

(2.8%) 2 (1.7%) ns

(2.6%) 2 (1.7%) ns

(2.6%) 0 ns

(2.3%) 0 p<0.05

(2.2%) 0 ns

(1.2%) 1 (0.9%) ns

(0.9%) 0 ns

(0.7%) 0 ns

(0, 4) 1 (0,4) ns

(0,1) 0 (0,4) p<0.05

145



Table 5. continued

CIFP non CIFP Significance
level

n=713 n = l16

Recurrent pains/conditions

headache 370 (54.1%) 37 (31.9%) p<0.001

neck 290 (42.2%) 31 (26.7%) p<0.01

back 255 (37.3%) 28 (24.1%) p<0.01

migraine 137 (20%) 15 (12.9%) ns

irritable bowel 97 (14.2%) 15 (12.9%) ns

abdominal 77 (11.3%) 7 (6%) ns

chest 13 (1.9%) 2 (1.7%) ns

dysfunctional uterine 
bleeding or excessive pain - as 
a proportion o f female

39 (6.5%) 4 (5.1%) ns

number o f conditions 
median (5lh, 95th) percentiles 2 (0,5) 0 (0,4) p<0.001

Examination findings

asymmetry 9 (1.3%) 2 (1.7%) ns

swelling 16 (2.3%) 4 (3.4%) ns

tenderness to palpation 418 (61.6%) 36 (31%) p<0.001

TMJ

tender 337 (47.3%) 25 (21.6%) p<0.001

click 177 (24.8%) 25 (21.6%) ns

crepitus 18 (2.5%) 2 (1.7%) ns

sticking 7 (1%) 0 ns

interincisal opening (mm) 
median (5th, 95lh) percentiles

43 (25,54) 45 (22,55) ns

Soft tissues

linea alba 271 (39.6%) 41 (35.3%) ns

tongue ridging 62 (9.1%) 6 (5.2%) ns
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Chapter 3 Description of the clinic sample - results

Variation o f  pain

Sixty percent of patients with CIFP had constant pain compared to 36% with non 

CIFP (Chi sq.=20.18, p<0.001). Of patients reporting a daily variation in pain, 24% 

of CIFP patients compared to 13% of non CIFP patients, had pain that was usually 

worse in the morning (Chi sq.=7.03, p<0.01). Ten to sixteen percent of patients 

reported worsening of pain in the evening (ns).

Both groups reported disturbance and prevention of sleep by the pain. Sleep 

disturbance was present in 29% of patients with CIFP compared to 24% in non CIFP 

patients (ns). Similar non significant differences were found in proportions of patients 

in both groups prevented from sleeping (CIFP: 31% and FAM: 28%). Using 

crosstabulation to assess the frequency of sleep interference (either sleep disturbance 

or sleep prevention or both) 41% of CIFP and 31% of non CIFP patients reported the 

pain either disturbing or preventing their sleep (ns).

Precipitating factors

Fifty-eight percent of patients with CIFP and 64% of patients with non CIFP were not 

aware of any initial factor which had caused the pain (ns). Dental treatment was 

reported by 15% of CIFP and 22% of non CIFP patients as the original precipitant of 

the pain (ns). There was a difference in frequency of trauma as initiating the pain with 

10% of CIFP and 3% of non CIFP patients reporting trauma being precipitant (X 2-  

7.5, p<0.01). Emotional factors and infection were reported as initiating by similar
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Chapter 3 Description of the clinic sample - results

proportions of patients (ns).

Provoking factors

Factors most frequently provoking pain in CIFP and non CIFP patients were 

associated with jaw movement; chewing, talking and yawning (See Table 5). There 

were significant differences between the groups with each of these jaw movements 

(Chewing: X 2 =6.1, p<0.05; Talking: X 2= 6 3 , p<0.05 and Yawning: X 2=11.8, 

p<0.001). Biting increased pain in a similar percentage of both groups of patients 

(CIFP: 53%, non CIFP: 47%, ns). Emotional tension was linked by the patients to an 

onset or worsening of the pain in 19% of CIFP and 9% of non CIFP patients (X2=7.6, 

pcO.OOl). An increased proportion of patients with non CIFP reported worsening of 

their pain with hot; (12% (X2=23.3, p<0.001)) or cold food; (9% (X 2=9.9, p<0.01)),

compared to 2% and 3% (respectively) with CIFP. Cold weather provoked pain in 9% 

of CIFP and CIFP patients (ns). Hot weather and alcohol provoked pain in few 

patients of either group (ns).

Relieving factors

None of the relieving factors showed a difference between the two patient groups. 

Thirty-five percent of CIFP and 31% of non CIFP patients stated that analgesics eased 

the pain (ns), and 24% of CIFP and 20% of non CIFP patients pain was relieved by 

rest (ns). Heat was of help in 4% of CIFP and 2% of non CIFP patients (ns), alcohol 

was effective in 2 % and 1 % of patients respectively (ns) and chewing eased the pain
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Chapter 3 Description of the clinic sample - results

in 2% of CIFP patients and not at all in non CIFP patients (ns).

Associated oro-facial symptoms

See Figure 5. Patients with CIFP reported an increase in bruxism and limited mouth 

opening in comparison with non CIFP patients. Bruxism was reported by 41% of CIFP 

and 30% of non CIFP patients (X 2=5.0 , p<0.05) and limited mouth opening in 34%

and 22% of patients respectively (X 2-5 .5 , p<0.05). No other orofacial symptom

showed significant differences between the patient groups when tested using Chi 

squared. Complete data on associated symptoms is given in Table 5. Approximately 

a quarter of both groups of patients had a clicking TMJ (ns).
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Chapter 3 Description of the clinic sample - results

Previous consultations

The median number of previous consultations with a particular type of specialist was 

2 (C5= l, C95=4) for CIFP patients and 1 (C5=l, C95=2) for non CIFP patients (Z=26.4, 

p<0.001). Twenty-one percent of CIFP and 10% of non CIFP patients had previously 

consulted an Oral Surgeon (Z=8.3, p<0.01) and 54% of CIFP and 35% of non CIFP 

patients had consulted with their own doctor (Z=14.9, p<0.001).

Previous treatments

The principal therapies tried by patients were analgesics, bite raising appliances, 

antibiotics, antidepressants, restorations and pulpal extirpation. (see Table 5. for 

complete list). CIFP and non CIFP patients both had a median of 1 (C50, ^95^) 

previous types of treatment (ns). There was a significant increase in the number of 

dental treatments received by the non CIFP patients, although not obvious from the 

median scores (Z =11.3, p<0.05). Fifty-nine percent of CIFP and 48% of non CIFP 

patients had tried analgesics ( X 2=4.5, p<0.05) and 17% of CIFP and 3% of FAM

patients had had a bite raising appliance fitted (X2=14.6, p<0.001). Nine percent of 

CIFP and 18% of non CIFP patients had been prescribed antibiotic drugs (X 2=8 .6 , 

p<0.01) and 9% of CIFP and 3% of non CIFP patients had been prescribed 

antidepressant medication (X 2=5.3, p<0.05).

Other pains

There were significant differences in the frequency of reporting of headache, neck and
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Chapter 3 Description of the clinic sample - results

back ache between the CIFP and non CIFP patient groups. Headache was reported by 

54% of CIFP and 32% of non CIFP patients (X2=19.1, p<0.001), neck pain by 42%

of CIFP and 27% of non CIFP patients (X 2=9.S, p<0.01) and back pain by 37% and

24% of patients respectively ( X 2= l . l ,  p<0.01). No significant differences were

reported in migraine, irritable bowel, abdominal pain, chest pain and dysfunctional 

uterine bleeding or pain. The median number of pains reported was 2 (Q5O, Q955) in 

CIFP patients and 0 (Q50, Q954) in non CIFP patients (Z=22.9, p<0.01).

Examination features

Extra-oral examination revealed differences in tenderness to palpation and a tender 

TMJ. Sixty-one percent of CIFP and 31% of non CIFP patients were tender to 

palpation (X 2=35.1, p<0.001) and 47% of CIFP and 22% of non CIFP patients were

tender over the TMJ (X 2=26.8, pcO.OOl). There was no significant differences found 

in detection of facial asymmetry, swelling of the face, clicking, crepitus or sticking 

of the TMJ. The distribution of mouth opening was similar in patients with CIFP, with 

a median opening of 43mm (C525, C9554) to those with non CIFP with a median 

opening of 45mm (C522, C9555), (ns). No difference was found in frequency of linea 

alba and ridging of the tongue was detected in either group of patients.
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Chapter 3 Description of the clinic sample - results

Pain Scores

All scores measuring pain intensity or severity are described in Table 6 . The MPI 

(Multidimensional Pain Inventory) severity scores, MPQ (Short-form McGill Pain 

Questionnaire) present pain intensity and MPQ visual analogue scales were all 

elevated in CIFP patients compared to those without CIFP. MPI severity median 

scores were 3. 0 (C5 1.0, C955.0) for CIFP and 1.8 (C51.0, C955.0) (Z=-6.1, pcO.OOl). 

The MPQ present pain intensity ratings median scores were 2 (C50, C954) for CIFP 

and 1 (C50, C952) for non CIFP patients (Z=-7.0, pcO.OOl).

The MPQ VAS median scores were 29.0 (C50.0, C9580.1) in CIFP and 0.8 (Cs0, 

C9559.7) in non CIFP (Z=-6.9, p<0.001). There were no significant differences 

between patient groups for scores of MPQ affective, sensory and total scores.

152



Ta
bl

e 
6

. 
Pa

tie
nt

s 
wi

th 
CI

FP
 

and
 

no
n 

CI
FP

 
pa

in 
co

m
pa

re
d 

- p
ain

, 
mo

od
 

and
 

ps
yc

ho
lo

gi
ca

l 
sc

or
es

153



154



155



Chapter 3 Description of clinic sample - results

Psychological measures

Distress, interference with life and control

See Table 6 . for median scores. The amount of distress measured using the MPI 

between the two groups of patients differed, the CIFP group had a median score of 

3.0 (C50.9, C955.3) compared to 2.7 (C50.4, C954.9) in non CIFP (Z=-2.8, p<0.005). 

Patients with CIFP reported greater interference from the pain, the median score was 

1.5 (C50.0, C954.8) compared to non CIFP patients whose median score was 1.1 (C50.0, 

C954.0) (Z=-4.8, pcO.OOl). Them was a significant difference in reported control scores 

between the groups the median scores for CIFP were 3.3 (C51.3, C955.5) and 3.8 

(Cs1.50, C9S5.5) for non CIFP (Z=-3.4, pcO.OOl).

Social support and family/spouse reactions

There were no differences between the pain groups in social support as measured by 

MPI support or responses to the pain from a significant other person (partner/person 

close to patient) as measured by the MPI solicitous, punishing and distracting 

responses. Full results with 5,h and 95th percentiles are shown in Table 6 . MPI support 

median scores were 3.7 and 3.3 for CIFP patients and non CIFP patients respectively, 

solicitous responses median scores were 2.8 and 2.7 respectively, punishing responses 

median scores were 0 . 8  and 1 .0  respectively and distracting responses median scores 

were 1.8 and 1.5 respectively.
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Chapter 3 Description of clinic sample - results

Activity level

There was no significant difference shown between the groups on activity levels as 

scored using the MPI. The scores for social activity, household chores, outdoor 

activities, activities away from home and general activities are found in Table 6 .

M ood

Depression and anxiety scores were increased in patients with CIFP compared to non 

CIFP. The median BDI depression score in CIFP was 8  (C50, C9524) and 6  (C50, 

C9518) in non CIFP, (Z =-3.0, p<0.01). Both state and trait anxiety were increased in 

CIFP compared to non CIFP patients. The median state anxiety score was 40.0 for 

CIFP (C524.0, 0*59.1) and 36 (Cs23.0 0*56.9) for non CIFP (Z =-2.8, pcO.Ol) and 

the median trait anxiety was 42.0 (C526.0, C9563.0) in CIFP and 39.0 (Q ^ .O , Q9562.0) 

in non CIFP patients (Z =-2.3 p<0.05). The percentage of patients with scores 

suggestive of clinical depression (BDI score greater than 20) was not significantly 

different using the Chi square test between the two groups with 17.3% of CIFP and 

15.5% of non CIFP patients having a score of more than 20.

Illness attitudes

The patients groups did not differ on any of the measures of illness attitude as 

measured by the Kellner questionnaire. Disease phobia had a median score of 3.0 in 

both patient groups (ns) and hypochondriacal beliefs median score was 4.0 in both 

groups (ns), the total score was similarly 8 . 0  in both groups of pain patients (ns).
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Chapter 3 Description of clinic sample - results

Pain cognitions

The patients’ groups differed on the pain cognitions questionnaire active positive 

coping and hopelessness scales. The active positive coping median score was the same 

in both groups of patients, however the score distrbution was higher in CIFP patients 

with a median score of 2.5 (C5 1.6, C953.6) compared to 2.5 (C51.3, C953.4) in non 

CIFP patients (Z=-2.5, p<0.05). The hopelessness scale was higher in CIFP patients 

with a median score of 1.6 (C5 1.0, C952.8) compared to 1.3 (C5 1.0, C952.7) in non 

CIFP patients (Z=-2.5, p<0.05). The passive optimism and helplessness scales had the 

same median scores of 3.0 and 1.3 respectively (ns), although 95 percentile ranges 

differed (see Table 6 .).

Pain beliefs

Patients’ pain beliefs did not differ between the groups of patients.'The CIFP patients’ 

median score on the measure of organic disease conviction 3.5 (Cs2.5, C954.8) 

compared to 3.4 (C52.4, C954.6) (ns). The same median scores of 4.0 (ns) was obtained 

for both diagnostic groups on the psychological beliefs measure, the 95 percentile 

range can be seen in Table 6 .
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Chapter 3 Description of clinic sample - results

Patients who did not complete questionnaires

Only 10 (out of 859) patients did not complete questionnaires, 6  because of poor 

english, (4 unemployed, 1 housewife and 1 of social class II). Of the 4 who refused 

to complete questionnaires, 3 were employed (social classes: n,HIM,IV), 1 was 

unemployed.
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Chapter 3 Description of clinic sample - results

Comparison of diagnostic groups

The patient diagnoses made within the screening clinic are shown in Table 7. Seventy 

five percent of patients had facial arthromyalgia and 13% had atypical facial pain. 

Mixed diagnoses (more than one diagnosis) made up 7.5% of the CIFP patients. Other 

diagnosis of types of chronic facial pain e.g. Cluster headaches (migrainous neuralgia), 

trigeminal neuralgia or patients for whom tension headaches were a major part of the 

pain problem were excluded from the CIFP patient group.

Table 7. Diagnoses within CIFP patient group

Diagnosis No. of patients (%)

(n=683)

FAM 539 (78.9%)

AFP 93 (13.6%)

FAM and AFP 38 (5.6%)

AFP and OD 7 (1.0%)

OD 4 (0.4%)

FAM and OD 2 (0.3%)

AFP, FAM and OD 1 (0.2%)

Total 684
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Chapter 3 Description of clinic sample - results

Ninety three percent of patients with FAM had one diagnosis (of CIFP) only. For 

patients who had a diagnosis of AFP or OD multiple diagnosis were found more 

frequently, 33% of patients with AFP had at least one other diagnosis and 89% of 

patients with OD had more than one diagnosis.

For purposes of analysis all groups of multiple diagnoses (n=48) and OD (n=4) were 

not included in the analysis, as the groups were too small to draw any conclusions.

This section presents the demographic, clinical and psychological data from patients 

with AFP or FAM.

Demographic features

The data is presented in Table 8 .

Age and gender

Age was significantly different between diagnoses (Z =-7.9, p<0.001). The age 

distribution of patients with AFP was higher (median of 46 years (C5=26, C95=65)), 

than those with FAM (median age was 31 years (C5=19, C95=57)). Age distribution 

differences are represented graphically in Figure 6 . There were no age differences 

between gender groups. Both diagnoses had a high proportion of female patients 

(AFP: 8 6 % and FAM: 82%).
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Chapter 3 Description of clinic sample - results
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Duration o f  pain

The duration of pain prior to consultation at this clinic was longer in patients with 

AFP. AFP patients had pain with a median duration of 2.5 years (C5=0.5, C95=16.2) 

compared to FAM with a median duration of 1.6 years (C5=0.3, C95=13.0).

M arital status

There was a difference in marital status between diagnostic groups (X 2= 25.9,

pcO.OOl). A higher proportion of patients with AFP (58%) were married or cohabiting 

compared with those with FAM (43%). Similarly 23% of patients were single (never
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Chapter 3 Description of clinic sample - results

married) compared to 47% of those with FAM.

Socioeconomic status

The social class and employment status was not significantly different between the 

AFP and FAM groups. Most patients were of social class II, 25% of those with AFP 

or 26% with FAM; and social class IIIN, 24% of those with AFP and 25% with FAM. 

Fifty-eight percent of AFP patients and 62% of FAM patients were in paid 

employment, 1 1 % and 16% respectively were unemployed, 1 2 % and 2 % respectively 

were students and 16% and 1 2 % respectively were homecarers.

Referral source

Seventy-seven percent of patients were referred for consultation by their GDP, in both 

diagnostic groups. A larger proportion of those with AFP (15%) had tertiary referrals 

and less GMP referrals (9%) compared to those with FAM who had a lower rate of 

tertiary referrals (7%) and a higher rate of GMP referrals (16%). There was a 

significant difference in referral source in the AFP and FAM patient groups (X 2=8.4,

p<0.05).
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Table 8. AFP and FAM compared - demographics

AFP FAM Significance
level

n = 93 n = 539

Age in years median (5th, 
95th percentiles)

46 (27,65) 31 (19,57) p<0.001

Sex M 13 (14.0%) 92 (17.1%) ns

F 80 (86.0%) 447 (82.9%)

Duration in years median 
(5th, 95th percentiles)

2.5 (0.5, 16.2) 1.5 (0.3, 13.0) p<0.05

Marital status p<0.001

single 21 (22.6%) 251 (46.7%)

married/cohabiting 53 (58.0%) 234 (42.6%)

divorced 11 (11.8%) 34 (6.3%)

separated 5 (5.4%) 9 (1.7%)

widowed 2 (2.2%) 9 (1.7%)

Social Class ns

1 (Professional) 4 (4.3%) 16 (3.0%)

II (Intermediate) 23 (24.7%) 138 (25.7%)

III N (Skilled non-manual) 22 (23.7%) 134 (25.0%)

III M (Skilled manual) 6 (6.5%) 41 (7.6%)

IV (Semi-skilled) 9 (9.8%) 29 (5.4%)

V (Unskilled) 1 (1.1%) 2 (0.4%)

Unclassified 28 (29.3%) 176 (32.7%)
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Table 8. continued.

AFP (n = 93) FAM (n = 539)

Employment Status

Employed 53 (57.6%) 330 (61.6%)

Unemployed 15 (16.1%) 59 (11.0%)

Student 2 (2.2%) 63 (11.8%)

Retired 4 (4.3%) 12 (2.2%)

Homecarer 15 (16.1%) 63 (11.8%)

Long term sick J (3.2%) 9 (1.7%)

Referral

GDP 71 (76.3%) 414 (77.1%)

GMP 8 (8.6%) 84 (15.6%)

Specialist 14 (15.1) 39 (7.2%)

Other/missing 0 2 (0.4%)

Significance
level

ns

p<0.05
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Chapter 3 Description of clinic sample - results

Clinical features

The clinical features of AFP and FAM patients are described in Table 9.

Character o f  pain

The character of the pain was described as aching by 70% of patients with AFP and 

78% of patients with FAM (ns). Differences were found in pain character between the 

two groups, 44% of patients with AFP and 23% of FAM patients had a throbbing 

element to their pain (X 2= 24.1, pcO.OOl). Fourteen percent of patients with AFP 

described their pain as burning, as compared with only 5% of patients with FAM 

( X 1-  12.1, pcO.OOl). Twenty-eight percent of patients with AFP and 20% of FAM 

patients described a sharp element to their pain (ns).

Variation o f  pain

Seventy-three percent of patients with AFP had constant pain compared to 57% with 

FAM (X 2=8.9, pcO.Ol). An higher number of FAM patients had short bouts of pain

compared to those patients with AFP, 10% lasting minutes per day only. The 

frequency of painful episodes in AFP and FAM is compared overleaf in Figure 7. A 

proportion of patients reported a specific daily variation in pain, 26% of FAM patients 

compared to 12% of AFP patients, had pain that was usually worse in the morning 

(X 2= 8.1, pcO.Ol).
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Both groups of patients reported disturbance and prevention of sleep by the pain. 

Sleep disturbance was present in 43% of patients with AFP compared to 29% in FAM 

patients (X 2= 8.7, p<0.01). Similar proportions of patients in both groups were 

prevented from sleeping (AFP: 33% and FAM: 29%).

Site o f pain

Patients with FAM reported bilateral pain in 30% of cases, those patients with AFP 

only reported bilateral pain in 15.1% of cases (X 2=9.7, pcO.Ol). The most common

site of pain in AFP was the face, and, not surprisingly the TMJ in FAM. Significant 

differences were also found with other pain sites, specifically the teeth and jaw, these 

are described in Table 9.
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Table 9. Comparison o f clinical features of AFP and FAVl patients

AFP FAM Significance
level

n=93 n=539

Character

ache 65 (69.9%) 421 (78.1%) ns

bunt 13 (14.0%) 25 (4.6%) pcO.OOl

discomfort 17 (18.3%) 127 (23.6%) ns

sharp 26 (28.0%) 108 (20.0%) ns

stabbing 11 (11.8%) 47 (8.7%) ns

throbbing 44 (47.3%) 123 (22.8%) p<0.001

Pain site

TMJ 26 (28.0%) 470 (87.2%) pcO.OOl

teeth 35 (37.6%) 11 (2.0%) pcO.OOl

alveolus/jaw 39 (41.9%) 66 (12.2%) pcO.OOl

gingiva 6 (6.5%) 2 (0.4%) pcO.OOl

scalp 15 (16.1%) 72 (13.4%) ns

face 58 (62.4%) 196 (36.4%) pcO.OOl

number o f sites median
_ »k _ i k

1 (1-2) 2 (1.4) pcO.OOl
(5 95" percentiles)

Pain variation

Constant 68 (73.1%) 306 (56.8%) pcO.Ol

Worse am 11 (11.8%) 144 (26.7%) pcO.Ol

Worse pm 15 (16.1%) 82 (15.2%) ns

prevents sleep 31 (33.3%) 157 (29.1%) ns

disturbs sleep 40 (43.0%) 157 (29.1%) pcO.Ol
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Table 9. continued

AFP (n = 93) FAM ( n= 539) Signifies
level

Precipitating factors

dental 25 (26.9%) 64 (11.9%) p<0.001

trauma 6 (6.5%) 61 (11.3%) ns

infection 2 (2.2%) 16 (3.0%) ns

emotional upset 7 (7.5%) 50 (9.3%) ns

none 45 (28.4%) 324 (60.1%) P<0.05

Provoking factors

alcohol 1 (1.1%) 4 (0.7%) ns

biting 17 (18.3%) 351 (65.1%) p<0.001

cold food 9 (9.7%) 7 (0.3%) pcO.OOl

hot food 5 (5.4%) 4 (0.7%) pcO.OOl

chewing 17 (18.3%) 377 (69.9%) pcO.OOl

cold weather 10 (10.8%) 48 (8.9%) ns

hot weather 2 (2.2%) 7 (1.3%) ns

emotional tension 15 (16.1%) 103 (19.1%) ns

talking 6 (6.5%) 143 (26.5%) pcO.OOl

yawning 3 (3.2%) 199 (36.9%) pcO.OOl

other 31 (33.3%) 91 (16.9%) pcO.OOl

Relieving factors

alcohol 2 (2.2%) 10 (1.9%) ns

heat 5 (5.4%) 22 (4.1%) ns

rest 8 (8.6%) 151 (28.0%) pcO.OOl

chewing 3 (3.2%) 5 (0.9%) ns

analgesics 35 (37.6%) 192 (35.6%) ns
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Table 9. continued

AFP ( n = 93) FAM ( n = 539) Significance
level

Oro-facial symptoms

clicking TMJ 10 (10.7%) 349 (64.9%) p<0.001

sticking TMJ 1 (1.1%) 127 (26.6%) p<0.001

limited mouth opening 6 (6.5%) 218 (40.5%) pcO.OOl

occlusal discomfort 0 29 (5.4%) pc0.05

altered taste 4 (4.3%) 9 (1.7%) ns

bruxism 25 (26.9%) 243 (45.1%) pcO.Ol

paraesthesia 3 (3.3%) 8 (1.5%) ns

Previous consultations

Referred by

GDP 71 (76.3%) 414 (76.8%) pc0.05

GMP 8 (8.6%) 84 (15.6%) ns

Specialist 14 (15.1%) 39 (7.2%) ns

Seen by

GDP 83 (89.2%) 493 (91.5%) 11 s

GMP 46 (49.5%) 289 (53.6%) ns

Oral Surgeon 25 (26.9%) 101 (18.7%) ns

ENT Surgeon 14 (15.1%) 55 (10.2%) ns

Neurologist 12 (12.9%) 17 (3.2%) pcO.OOl

Psychiatrist 1 (1.1%) 0 pc0.05

Other 8 (8.6%) 22 (4.1%) ns

Number o f specialists 
(median(5lh, 95lh) percentiles)

2 (1,6) 2 (1,2) ns
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Table 9. continued

AFP ( n = 93) FAM ( n = 539) Significanace
level

Previous treatments

acupunture 8 (8.6%) 5 (0.9%) p<0.001

analgesics 69 (74.2%) 297 (55.2%) pcO.OOl

antibiotics 20 (21.5%) 34 (6.3%) pcO.OOl

antidepressants 16 (17.2%) 35 (6.5%) pcO.OOl

bite raising appliance 9 (9.7%) 99 (18.4%) pc0.05

exercises 0 16 (3.0%) ns

exploration (surgical) 12 (12.9%) 3 (0.6%) pcO.OOl

extraction 16(17.2%) 5 (0.9%) pcO.OOOl

extraction (surgical) 7 (7.5%) 18 (3.3%) ns

occlusal adjusnnent 2 (2.2%) 12 (2.2%) ns

osteopathy 2 (2.2%) 15 (2.8%) ns

pulpal extirpation 16 (17.2%) 4 (0.7%) pcO.Ol

restorations 17 (18.3%) 7 (1.3%) pcO.Ol

short-wave diathermy 0 5 (0.9% 11 s

TMJ injection 0 8 (1.5%) ns

TMJ operation 0 4 (0.7%) ns

tranquillisers 4 (4.3%) 12 (2.2%) ns

other 18 (19.4%) 38 (7.1%) pcO.OOl

number o f treatments 
median(5lh, 95th) percentiles

2 (0.3) 1 (0,1) pcO.OOl

percent with > 1 91.4% 67.2%

number o f dental treatments 
median(5th, 95lh) percentiles

0 (0,1) 0 (0.2) pcO.OOl

percent with > 1 34.4% 6.5%
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Table 9. continued

AFP (n=-93)  FAM ( n  = 539) Significance
level

Recurrent pains/conditions

abdominal 16 (17.2%) 53 (9.9%) p<0.05

back 41 (44.1%) 192 (35.7%) ns

chest 3 (3.2% 9 (1.7%) ns

headache 56 (60.2%) 282 (52.3%) ns

irritable bowel 16 (17.2%) 70 (13%) ns

migraine 21 (22.6%) 106 (19.7%) ns

neck 42 (45.2%) 217 (40.3%) ns

dysfunctional uterine 
bleeding or excessive pain - as 
a proportion o f female

9 (9.7%) 

(11.2%)

28 (5.2%) 

(6.2%)

ns

number o f conditions 
median(5lh, 95lh) percentiles 
percent with >1

2 (1,4) 

75.3%

2 (0,3) 

60.9%

ns

Examination findings

asymmetry 1 (1.1%) 8 (1.5%) ns

swelling 1 (1.1%) 11 (2.0%) ns

tenderness to palpation 42 (45.2%) 345 (64%) p<0.001

TMJ

tender 14 (15%) 167 (31%) p<0.001

click 4 (4.4%) 304 (56.4%) pcO.OOl

crepitus 0 17 (3.2%) ns

sticking 0 7 (1.3%) ns

interincisal opening (mm) 
median(5th, 95th) percentiles

45 (30,54) 42 (23,54) pc0.05

Soft tissues

linea alba 16 (17.2%) 240 (44.5%) pcO.OOl

tongue ridging 6 (6.5%) 51 (9.5%) ns
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Chapter 3 Description of clinic sample - results

Initiating factors

Sixty percent of patients with FAM and 28% of patients with AFP were not aware of 

any initial factor which had caused the pain (X 2=4.8, p<0.05). Dental treatment was 

reported by 27% of AFP and 12% of FAM patients as the original precipitant of the 

pain (X 2=14.5, pcO.Ol). Trauma was reported as initiating the pain in 7% of AFP and

11% of FAM patients (ns). Emotional factors and infections were reported by similar 

proportions of patients as initiating the pain.

Provoking factors

Factors showing a significant difference in provoking pain between AFP and FAM 

patients were associated with jaw movement; chewing, biting, talking and yawning 

(See Table 9). Emotional tension was linked by the patients to an onset/worsening of 

pain in 16% of AFP and 19% of FAM patients (ns). An increased proportion of 

patients with AFP reported worsening of their pain with hot; 5% (X 2=12.1, pcO.Ol)

or cold food; 10% (X 2=22.5, pcO.OOl), compared to 0.7 and 0.3% (respectively) with

FAM. Cold weather provoked pain in 11% of AFP and 9% of FAM patients (ns).

Relieving factors

With the exception of rest none of the relieving factors showed a difference between 

the two diagnoses. Twenty eight percent of FAM patients stated that rest eased the 

pain, whereas in 9% of AFP patients’ pain was relieved by rest (X2=16.0, pcO.OOl).
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Chapter 3 Description of clinic sample - results

Analgesics were of help in 38% of AFP and 36% of FAM patients (ns) and heat 

effective in 5% and 4% of patients respectively (ns).

Associated oro-facial symptoms

Patients with FAM reported an increase in symptoms associated with the TMJ such 

as clicking, sticking, dislocation and limited opening and occlusal discomfort, in 

comparison with AFP patients, the results are shown in Table 9. Bruxism was reported 

in increased proportions in FAM patients (X 2= 9.33, pcO.Ol). The orofacial symptom 

frequencies are shown in Figure 8. below.
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Chapter 3 Description of clinic sample - results

Previous consultations

The median number of previous consultations with a particular type of specialist was 

3 (C5=0.7, C95=5) for AFP patients and 2 (C5= l, C95=3) for FAM patients (ns). 

Twenty-seven percent of AFP and 19% of FAM patients had previously consulted an 

Oral Surgeon (ns), approximately 90% had consulted a GDP (ns) and about half seen 

their GMP (ns). Of patients with AFP, 13% had had consultations with a neurologist, 

compared to 3% with FAM ( X 2= \1 .2 , p<0.001).

Previous treatments

The principal therapies were analgesics, dental treatments such as restorations, 

extractions and root canal therapy, antibiotics and bite raising appliances, (see Table 

9. for complete list). AFP patients had had a median of 2 (C50, C953) previous types 

of treatment, whereas FAM patients had 1 (C50, C95l) (Z =-6 .8 , p<0.001). Seventy 

four percent of AFP and 55% FAM patients had tried analgesics (X 2=11.7, p<0.001) 

and 17% of AFP and 7% of FAM patients had been prescribed antidepressant drugs 

( X 2=12.2, p<0.001). Dental treatments (restorations, pulp extirpations, surgical

explorations, routine and surgical extractions) had been undertaken in 34% of AFP 

patients and 7% of FAM patients (Z = -9.4, p<0.001).

Other pains

With the exception of abdominal pain which was reported in 17% of AFP and 10% 

of FAM patients (X 2=4.4, p<0.05), other pains showed no significant differences in
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Chapter 3 Description of clinic sample - results

reporting between the two groups. More than 2 other pains were reported in 67% of 

AFP and 51% of FAM patients. Headache was reported by over 50% of patients, neck 

pain by approximately 40% of patients and about 40% of patients reported back pain 

(ns).

Examination features

Extra-oral examination revealed differences in examination that would be expected due 

to the specific condition, such as an increase in tenderness over the TMJ in 31% of 

patients with FAM compared to 15% in AFP patients ( X 2= 24.0, p<0.001). The

distribution of mouth opening was less in patients with FAM, with a median opening 

of 42mm (C523, C9554) than in those with AFP with a median opening of 45mm 

(C530, C9554), (Z = -2.2, p<0.05). Linea alba were present in 45% of patients with 

FAM and 17% of those with AFP (X 2=25.6, p<0.001). There was significant

correlation (R=.23, p<0.001) between patients’ report of bruxism and the positive 

examination finding of a linea alba.
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Chapter 3 Description of clinic sample - results

Pain Scores

All scores measuring pain intensity or severity are described in Table 10. All pain 

scores were significantly elevated in AFP patients compared to the FAM patients. MPI 

severity median scores were 3.7 (C5 1.0, C955.8) for AFP and 2.7 (C50.7, C955.0) (Z=-

4.5 p<0.001). The MPQ (McGill pain questionnaire) affective scores were 25 (C50, 

C9583.3) in AFP and 17 in FAM (C50, C9575) (Z=-3.1, p<0.01) and the sensory scores 

38 (C50, C,583.3) in AFP and 30 (C58.9 C9569.6) in FAM (Z=-2.6, p<0.05), the total 

MPQ scores were 36 (0 5 8 .8 , Q9572.2) in AFP and 29 (Q5 8 .6 , Q9567.2) in FAM (Z=- 

2.98, p<0.01). The MPQ visual analogue scale median scores were 43 (C50.1, C9596.8) 

in AFP and 28 (C50, 0*76.1) in FAM (Z=-3.8 , p<0.001).

The present pain intensity ratings of both AFP and FAM had median scores of 2 (Q5O, 

Q954), however using the Mann Whitney test there was a significant difference 

between the groups (Z=-2.6, p<0.01).
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Chapter 3 Description of clinic sample - results

Psychological measures

D istress , interference with life and. control

The amount of distress as measured by the MPI differed between the AFP and FAM 

groups, the AFP group had a median score of 3.7 (C5 1.0, C955.6) compared to 3.0 

(C50.6, C955.3) for FAM (Z=-2.8, p<0.01). Patients with AFP reported greater 

interference from the pain, the median score was 2.5 (C50.4, C955.7) compared to FAM 

patients whose median score was 1.3 (C50, C956.0) (Z=-4.8, p<0.001). There was no 

significant difference in reported control scores between the groups the median scores 

for AFP were 3 (Cs1.50, C954.95) and 3.3 (C51.2, C955.5) (ns).

Social support and family/spouse reactions

There were no differences between the pain groups in social support and responses to 

the pain from a significant other (partner/person close to patient). Solicitous, punishing 

and distracting responses were reported in Table 10.

A ctivity level

Apart from social activity which was reduced in patients with AFP with a median 

score of 2.8 (C50.9, C954.7) compared to FAM patients whose median score was 3.0 

(C5 1.3, C955.0) (Z=-2.0, p<0.05), there was no difference shown between the groups 

on activity levels. Patients were able to undertake household chores, and scored 5.2 

(C52, C954 .6 ) and 4.8 (C51.6, C956.0) respectively (ns). Outdoor activities were slightly 

limited with median scores of 2.0 (C50, C954.7) in AFP and 1.8 (C50, C954.8) in the
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Chapter 3 Description of clinic sample - results

FAM group (ns). The median score for activities away from home was 3.3 in both 

patient groups (ns), similarly the general activity level for AFP was 3.2 and 3.3 for 

FAM patients (ns).

M ood

Depression and anxiety scores were increased in patients with AFP compared to FAM. 

The median depression score in AFP was 11 (C51, C9529) and 7 in FAM (C50, C9523), 

(Z =-4.2, pcO.OOl). Both state and trait anxiety were increased in AFP compared to 

FAM. The median state anxiety score was 41.5 for AFP (C525.3, C9561.3) and 39 

(C524.0 Q9559.0) for FAM (Z =-2.3, p<0.05) and the median trait anxiety was 46.0 

(C531.4, 0*64.6) in AFP and 41.0 (C526.0, C<*63.0) in FAM patients (Z =-3.3, 

pcO.OOl). The percentage of patients with scores suggestive of clinical depression 

(BDI score greater than 20) was not significantly different using the Chi square test 

between the two diagnostic groups with 13% of AFP and 7% of FAM patients having 

a score of more than 2 0 .

Pain beliefs

Patients with AFP had higher scores on the measure of organic disease conviction with 

a median score of 3.6 (C52.7, C<*5.2) compared to 3.5 (C52.5, 0*4.8) (Z=-2.5, 

pcO.Ol). The same median scores of 4.0 (ns) was obtained for both diagnostic groups 

on the psychological beliefs measure.
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Pain cognitions

Using the pain cognitions questionnaire the diagnostic groups only differed on the 

hopelessness scale. The hopelessness scale was higher in AFP patients with a median 

score of 1.5 (C5 1.0, C952.5) compared to 1.4 (C5 1.0, C952.8) in FAM patients (Z=-3.8, 

pcO.OOl). The active positive coping scale median score was 2.6 in AFP patients and

2.5 in FAM patients (ns), the helplessness scale had median scores of 1.5 and 1.3 

respectively (ns). The passive optimism scale had the same median score of 3.00 in 

both AFP and FAM patients (ns) although 95 percentile ranges differed (see Table 

10.).

Illness attitudes

The patients groups differed on all measures of illness attitude as measured by the 

Kellner questionnaire. Disease phobia was higher in AFP patients with a median score 

of 4.0 (C53.0, C959.0) compared to 3.0 in FAM patients (C53.0, C959.0) (Z=-2.2, 

p<0.05). Hypochondriacal beliefs were also higher in the AFP group with a median 

score of 6.0 (C53.0, C9513.0) compared to a median score of 4.0 (C53.0, C9510.0) (Z=- 

3.8, pcO.OOl). Total scores were higher in AFP with a median score of 11.0 (C56.0, 

C9523.3) in AFP patients and 8.0 (C56.0, C9517.3) in FAM patients.
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Demographics of clinic population

(See Tables 3 and 4.)

Suitability o f  patients referred

The population initially examined consisted of 84% of chronic idiopathic facial pain 

patients, mostly referred from general dental practitioners. Of the 16% without either 

CIFP or pain, 6 % of patients had pain of dental origin suggesting that on the whole 

dental pain is well dealt with and diagnosed before referral, the remaining 1 0 % were 

inappropriate referrals to a chronic pain clinic i.e. resolved acute pain or no pain.

Age distribution

The age distribution of the patients attending with CIFP was less than that of those 

without CIFP, and concurs with that found by other workers, who report that most 

facial pain patients seen within pain clinics are between 19-44 years (Agerberg and 

Carlsson, 1972; Helkimo, 1974, Locker and Grushka, 1986; Von Korff et a l, 1988). 

The age distribution of chronic facial pain patients appears to be less than that found 

in patients with chronic pain in other body areas (McQuay et al, 1985; Magni et al, 

1990; Andersson et al, 1993 and Ektor-Anderson et al, 1993), this may result from 

increasing muscular, skeletal and other structural pains with age.

Gender distribution

The predominance of women (83%) is shown here as in many other studies of pain
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clinics. It has frequently been reported by other investigators in general pain clinics 

(McQuay et al, 1985; Egan and Betrus, 1987 and Ektor-Anderson et al, 1993) and in 

patients specifically with facial pain (McQuay et al, 1985; Von Korff et al, 1988). The 

overrepresentation of women in pain clinics may not mirror the situation in the general 

population. Pure epidemiological data is lacking and the representativeness of clinic 

populations is therefore unknown. While some studies (Christensen, 1981; Crook et 

al, 1984) find that chronic and orofacial pain are found equally in men and women 

in general populations, others suggest there are more women in the general population 

with pain complaints (Crook et al, 1986; Magni et al, 1990 and Andersson et al, 

1993). It is unclear whether this may be dependent upon the populations sampled, 

however, the increased frequency of women seen within the clinic either with or 

without CIFP has also been described elsewhere (McQuay e ta l, 1985; Helkimo, 1979; 

Ektor-Andersen et al, 1993).

It has been suggested that the increased frequency of women attending the pain clinic 

may be due to women seeking, and therefore receiving health care more frequently 

(4:1) than men (Agerberg and Carlsson, 1972; Sharav et al, 1978; Helkimo, 1979; 

Rugh and Solberg, 1985 and Von Korff et al, 1988). This would be supported by the 

increased female proportions (67%) in those patients attending the clinic with 

conditions either dental or non painful or not chronic. Socioeconomic factors and 

household roles may play a part in health care seeking behaviour. Women either not 

working or independent from the financial responsibility of a family (traditionally),
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may find time for health care visits more easily. The more recent shifting of the 

financial responsibility from the male within the household may, with time, show a 

change in the demographics of pain clinic attendees and health care seekers.

Other studies have suggested that there may be a biologic basis for the 

overrepresentation of women in pain clinics. It has been suggested that there may be 

oestrogen dependent mechanisms for mediating analgesia (Mogil et al, 1993). These 

gender differences in pain response include the increased genomic expression of c-fos 

in the hippocampal neurons in response to persistent nociceptive stimulation (Aloisi 

et al, 1996), which may complement greater "wind-up" in female rats in response to 

repeated thermal stimulation (Fillingim et al, 1996). Threshold variations with time 

have been noted in females and not males (Guilbaud et al, 1996) and a decreased 

responsiveness in human females to non steroidal antiinflammatory drugs (Walker and 

Carmody, 1996) and systemic analgesia (Baamaonde et al, 1989).

Care should also be taken when comparing previous workers reports of prevalence of 

facial pain. It has been suggested by Sharav (1994) that some misconceptions of pain 

prevalence in the field of facial pain may be due to early problems of classification 

and nomenclature. Patients with TMJ internal derangement without pain, have, 

previously been classified as TMJ pain dysfunction syndrome, thus elevating the 

reported prevalence of facial pain.
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Pain duration

It seems unclear why patients with CIFP had pain for a longer duration (2 years) than 

those with other conditions before referral to a pain clinic. It has been reported that 

the most frequent reason for not consulting a physician for pain is that, it was not 

severe or persistent enough (Taylor and Curran, 1985). It may be that the presence of 

mild intermittent pain would explain the extended duration before seeking treatment. 

Patients with CIFP had seen more specialists than non chronic pain patients and this 

would obviously delay referral. There is no evidence to suggest that the patients with 

symptoms of CIFP were less severely affected by their symptoms (Table 6 .) In this 

study CIFP patients had more severe pain, were more distressed, less in control and 

their mood was more severely affected than those with non CIFP pain. It is possible 

that patients presenting to general practitioners (dental or medical) with obviously 

affected mood may be considered to be in less need of treatment (e.g. if depressed) 

or to be exaggerating/embellishing (e.g. if anxious) or indeed imagining complaints.

The waiting time for an assessment in the pain clinic during the study period varied 

from 4 weeks to 3 months, on a first come first served basis, and although this 

obviously played some part in the pain duration it was not responsible for the 

differences in the two groups of patients. It is possible that referral in chronic pain 

patients may also be delayed due to the possible cyclical nature of CIFP and the 

tendency of an acute onset pain to resolve with time. Patients with obvious dental pain 

obtain treatment for their symptoms immediately, because the dentist is specifically
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trained and is paid for doing such treatment. At present within the National Health 

Service general dental practitioners are paid for each dental treatment, they are not 

paid for advice or non interventional episodes of treatment. It may be that patients 

with orofacial (non dental) pains receive either an immediate referral to a specialist 

or are advised to reattend if the problem does not resolve itself. Some of those 

referred will become the non chronic facial pain referrals and those advised to wait 

will experience a delay before a referral to the specialist clinic.

M arital status

There did not appear to be any difference in marital status of those with CIFP and 

without CIFP.

Socioeconomic status

Although the social class distribution did not differ between those with CIFP and 

those with non CIFP pain, the socioeconomic distribution was markedly different from 

that found in the 1991 UK Census Population (Office of Population and Censuses and 

Surveys, 1992). The CIFP patients showed increased proportions of social class II and 

decreased proportions of social classes IV and V. This suggests that this pain 

population is markedly different from the general population and poses questions of 

prevalence and access to health care for lower social classes. There is no data on 

prevalence of CIFP in the UK. Previous epidemiological studies have not shown any 

evidence that the condition is less prevalent in lower social classes (Crook et a l, 1984;
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Ektor-Andersen et al, 1993). It is possible that financial restrictions make time off 

work and hospital attendance more difficult for lower social classes. Access may be 

restricted by the lack of availability of or unwillingness to attend primary dental care, 

as has appeared to occur since the British dental service reforms in 1989 (Thomas et 

al, 1997). It is, however, also possible that exclusion of patients with poor English or 

those who are unwilling to complete questionnaires may bias results towards higher 

social class, given that social class is determined by occupation (Office of Population 

and Census Surveys, 1983). Only 6  patients were excluded because of poor English, 

and they were mostly economically inactive (by definition economically inactive 

individuals cannot be assigned a social class), thus having no effect upon social class 

distribution of the clinic population.

Referral source

Referral was mainly from general dental practitioners in both groups, however greater 

than one quarter of patients were referred by other clinicians, suggesting some 

uncertainty about the diagnosis or referral. Nearly 90% of patients with CIFP had 

visited their GDP and 50% their GMP. Fewer patients with non CIFP visited their 

GMP, perhaps because the pain was less severe, less distressing or had a more specific 

character consistent with that needing the attention of a dentist or that the dentist felt 

confident about referring on. Only 4%; of patients seen by their GMP did not visit 

their GDP. It would therefore seem that most patients did find their way to their 

dentists either directly or via the GMP. It is unknown in which direction most of the
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patients went from doctor to dentist or vice versa , but the involvement of the GDP and 

GMP does suggest some difficulty with recognition, diagnosis or management of 

patients with CIFP.

Clinical features of the clinic sample

(See Table 5.)

The comparison described here is between the large chronic idiopathic facial pain 

group and patients with clear cut dental pain or acute pains not fitting the CIFP 

criteria. Overall it seems that pain varied between the two groups in site and 

provoking factors, but little in character or other associated features.

Pain character

Most of the patients attending the clinic described their pain as aching in nature, this 

was more prevalent in those patients with CIFP. Throbbing, discomforting and sharp 

pain were also described by greater than a fifth of the patients in both groups, burning 

and stabbing pains were infrequently described. The character of the pain would 

consequently appear to be similar in both groups.

Site o f  pain

The TMJ and mid face were the most frequently reported areas of pain in both groups 

of patients. The chronic pain group (CIFP) had pain of the TMJ, face and scalp with

191



Chapter 4 Description of clinic sample - discussion

only 8 % with dental pain whereas 29% of the non chronic pain group had pain 

involving their teeth. CIFP patients had more sites of pain and consequently more 

widespread pain than those with non CIFP.

Pain variation

A greater proportion of patients with CIFP had constant pain, although over a third 

of patients with non CIFP had constant pain. Daily pain variation existed to a greater 

extent in CIFP patients with 24% of them having worse pain in the morning, it may 

be that these patients are those which exhibit nocturnal bruxism (see orofacial 

symptoms below). Over 30% of all patients had their sleep affected in some way, this 

was more marked in CIFP patients.

Precipitating factors

Ten percent of CIFP patients attributed their pain to trauma and few of the non CIFP 

patients, most patients were not aware of any precipitating factors.

Provoking factors

There was an increase in pain reported by the CIFP patients whilst moving the jaw 

as would be expected for patients with FAM, and an increase in hot or cold food 

associated pain with non chronic pain patients. Pain upon mouth opening has been 

reported as 8 % by Agerberg and Carlsson (1972) in a normal population sample. Both 

patient groups have a higher incidence of pain being provoked by mouth opening than
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found in the reported study (Agerberg and Carlsson, 1972). This may suggest that the 

manner of data collection, specifically the questions used in the two studies, may have 

differed significantly. Alternatively, it may be that all facial pain interferes with mouth 

opening and not purely that associated with the TMJ. Interestingly nearly one fifth of 

CIFP patients reported an association of pain with emotional tension compared with 

less than one tenth of non chronic pain patients.

Relieving factors

One third of all patients had their pain helped by analgesics and a fifth with rest. 

Although this would be reasonable with acute severe pain, the failure of NSAID’s to 

relieve chronic pain needs to be explored further. Some explanation of this may be 

provided by the decreased female responsiveness to NSAID’s (Walker and Carmody, 

1996), and the increased female proportions in both groups of patients.

Oro-facial symptoms

Clicking and sticking of the jaw, occlusal discomfort, altered taste and sensation were 

reported evenly by patients in both groups, with the exception of limited mouth 

opening and bruxism (See Figure 5.). It is unclear whether this is due to an increased 

incidence of these symptoms in the CIFP patients or whether increased reporting 

occurs because of increased oro-facial awareness. It is probable that most GDP’s 

associate bruxism with TMJ pain and will question patients as to their parafunctional 

habits and thus increase patients’ awareness. Symptoms associated with internal
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derangement of the TMJ i.e. clicking and sticking appear to be equally distributed 

between the two groups of patients. These symptoms are frequently cited as reasons 

for chronic pain (Weinberg, 1983), but this has been refuted by several authors 

(Montgomery et a l, 1989; Schiffman et a l, 1992) and imaging studies have shown 

little association between meniscal arrangement and chronic pain (Moses et al, 1994; 

Westessen et al, 1989).

Previous consultations

Most patients are seen by their dentist prior to consultation, over 10% however are 

not. The reasons why these 10% of patients do not visit their GDP for oro-facial pain 

is unclear, but could be partly attributable to either dental phobias or the presence of 

an examination fee payable for visiting a GDP. Thomas et a l (1996) suggested that 

since the introduction of an NHS examination fee general dental service patients may 

be trying to bypass visiting GDP’s and avoid the associated fees. One fifth of CIFP 

patients have already sought the advice of an oral surgeon, although few are referred 

by that oral surgeon, suggesting some dissatisfaction with the previous consultation 

or treatment. There appear to be several explanations for this including discharge 

following inadequate explanation or therapy; failure of treatment and the possible 

threat of surgery. A substantial proportion of patients appear to have seen a variety of 

specialists previously, probably inappropriately. It is likely that some confusion exists 

about who should treat these patients, or to whom they should be referred, or perhaps 

diagnostic skills are lacking in this area.
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Previous treatments

Patients had a variety of unsuccessful treatments prior to their assessment, most 

frequently analgesics, antibiotics and bite raising appliances. However, it is worrying 

to note that a substantial number are having irreversible therapies and probably 

unnecessary dental treatment, despite guidelines to the contrary. (Griffiths, 1983).

Recurrent pains

Headache, neckpain and back pain are more frequently found in the CIFP group, but 

no difference between groups was found with migraine, irritable bowel, abdominal 

pain and chest pain. When compared to general populations (Unruh, 1996) the CIFP 

sample appear to have a high incidence of reporting of all pains, with the exception 

of neck pain which appears to be in line with other authors. These comparisons draw 

attention to a problem associated with pain recording, in that there is no consistency 

between investigators. Despite the existence of a medical definition of chronic and 

hence chronic pain (Merskey and Bogduk, 1994) this is infrequently used. Reporting 

in the literature is of mixed frequency and duration, hence it is almost impossible to 

make comparisons and assumptions concerning the sample reported here.

Examination findings

CIFP patients were more frequently found to be tender to palpation, compared to the 

non chronic pain group. The tenderness to palpation has been reported as a gender 

specific difference in adults by numerous authors (Pullinger et a l, 1988; Reider et al,
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1987 and Solberg et a l, 1979), with women more often reporting it than men, this may 

account for some increased incidence of tenderness within this sample, however, 

women also represented an increased proportion of the non CIFP group. Clicking of 

the TMJ did not differ between groups. Despite internal derangement being historically 

reported as increased in those patients with TMJ pain (Weinberg and Chastain, 1990; 

Wilkes, 1989), it is not supported by standardised research (Wabeke et a l, 1989; 

Schiffmann et a l, 1992) or the findings of this study. Measured mouth opening did not 

differ between the groups despite an increased reporting of limited mouth opening 

reported in the CIFP group, this is difficult to compare to other studies as mouth 

opening is rarely measured. It is likely that most symptoms are not constant and that 

direct examination will therefore consistently report lower incidences than patient 

reporting of a symptom. This will be a consistent error in studies of this type and will 

be confounded by poorly defined study questions, which frequently give non-specific 

answers.

Pain scores

(See Table 6 .)

Pain severity

Pain severity appeared to differ according to the measure used. This difference 

probably results from the time scale which the questionnaire is accessing. Usual pain

196



Chapter 4 Description of clinic sample - discussion

levels (as recorded by the MPQ sensory, affective and total pain scores) were of a 

similar intensity between the two groups and accessed an overall averaging of the pain 

severity by the patients. The more constant pains (CIFP see Table 9.) scored higher 

on the scales which incorporate a period of time. The MPI and the McGill VAS and 

PPI all contain a ‘pain now’ element, and patients with constant CIFP, will therefore 

score more highly using these parts of the questionnaires, than those with variable 

pain. The MPI severity score was similar to that found in TMJ pain patients (Turk et 

al, 1993). These discrepancies in the comparability of the pain scales reflect the 

difficulty in measuring pain and the need for greater than one scale to be used in any 

investigation. None of the questioners used take account of the temporal factor, i.e. 

the duration of each episode and number of episodes per unit of time.

It is suggested that CIFP may perhaps be of similar severity and nature as toothache, 

but a more regular pain over a longer time course. The similarity in the pain’s nature 

could account for patients’ constant search for a dental cure.

Psychological measures of pain

(See Table 6 .)

Distress, interference and control

Patients with CIFP were more distressed by the pain, found it interfered more with 

their life and felt less in control of their life and pain than those with non chronic
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pain, this may be accounted for purely in terms of the severity of the pain and its 

constant nature. However, in the search for the pain prone personality, much has been 

proposed concerning psychological mechanisms to explain vulnerability of the chronic 

pain patient. Merskey (1989) has suggested that psychological mechanisms have 

probably been overstated, perhaps as a consequence of the pain clinic (psychiatrist ran) 

populations from which many of the earlier investigated chronic pain patients were 

taken.

Social support and family/spouse reactions

There were no differences detected in the two study groups. The literature suggests 

that chronic pain patients social support and significant others reactions are affected 

adversely (Kerns et a l, 1985; Williams et a l, 1996) which would suggest that this 

group of CIFP patients are supported in a normal fashion by their families. This is 

perhaps a consequence of the range of chronicity of pain in patients in this study. 

Other studies report measures in patients whose pain has been present for many years 

(Williams et ah 1996).

Activity level

There were no differences in the activity levels of these two groups of patients which 

suggests that on the whole the patients with CIFP in this study were little disabled by 

their pain. This may be a function of chronicity or of site of pain.
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M ood

Patients’ mood was more adversely affected in CIFP patients than in non CIFP 

patients, with the former showing higher levels of depression than the latter; however 

this was within a normal population range (Metcalfe and Goldman, 1965). This group 

of patients had lower depression scores compared to other pain patient populations 

(Romano and Turner, 1985; Magni et al, 1990). It is possible that this group of pain 

patients represents a different subgroup of patients; being mostly referred by primary 

care practitioners; and perhaps less psychologically affected by their pain. Most work 

on the relationship between pain and depression has been conducted on highly atypical 

pain clinic patients, whose level of depression appears to be higher than that of the 

normal population (Magni et al, 1990; Von Korff and Simon, 1996), and the 

difference in prevalence of depression may merely reflect the different clinic 

populations. The relationship between mood and pain is complicated, pain and mood 

can negatively affect each other. Many investigators (Turk and Salovey, 1984; Rudy 

et al, 1988; Brown, 1990; Von Korff et al, 1993) have attempted to disentangle the 

problem of pain and depression since Blumer and Heilbronn (1982) proposed that 

chronic pain was a physical manifestation of an underlying depressive disorder. 

However, many theories to explain the relationship between pain and depression have 

been proposed and discarded as being over-simplistic or not fully supported by data 

(Von Korff and Simon, 1996). It is possible that to date our knowledge of the 

psychology of pain and the natural history of chronic pain is not sufficient to explain 

the complex multifactorial nature of the relationship between pain and depression 

(Von Korff and Simon, 1996). Anxiety in CIFP patients, appears to be within 

essentially a normal range for a hospital in patient population (Speilberger, 1970).

Illness attitudes

There were no differences in illness attitudes found between the two groups of 

patients, which suggests that this group of CIFP patients have a normal range of 

illness attitudes.
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Pain cognitions

The scales of active positive coping and hopelessness were elevated in CIFP patients 

compared to the non CIFP patients. The results would appear contradictory in that 

when reporting the development of the Pain Cognitions Questionnaire, Boston et al 

(1990) described the active coping scale as negatively correlated with pain distress and 

behavioural disruption, whereas hopelessness was positively correlated with pain 

intensity, distress, behavioural disruption and depression. DeGood and Shutty (1992) 

suggested that further research was needed to establish the questionnaires, research and 

clinical utility. As a research tool the questionnaire it does not appear to have been 

used extensively.

Pain beliefs

The two pain groups in this study did not differ in either their psychological or 

organic pain beliefs. In the original study (Edwards et aU 1992) found that the chronic 

pain patients appeared to have a greater conviction of organic disease than their 

controls, perhaps because all of these patients had a medical condition with known 

organic disease, (Edwards, 1997)). It is therefore suggested that the original study may 

have inappropriatly suggested that increase an in organic beliefs is purely a 

consequence of chronic pain. The patients in this study showed similar scores on the 

organic scale to the Edward’s (1992) control patients, suggesting that higher organic 

pain beliefs are not always found in chronic pain patients; and may be purely a 

consequence of organic disease. Conversely the two patient groups from this study had
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similar scores on the psychological pain beliefs scale as the original studies chronic 

pain group, perhaps also suggesting that the presence of pain may decrease 

psychological attributions. Chronicity may again be a contributory factor, but no 

mention was made of this in the original questionnaire development.
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FAM and AFP compared

(See Tables 8, 9 and 10)

The failure of the International Association for the Study of Pain (IASP), to recognise 

AFP, despite recognising its dental variant, atypical odontalgia, is not helpful for 

clinicians and may delay appropriate treatment for patients. The data presented here 

strongly supports the clinical impression that AFP is a specific entity with a specific 

diagnostic pattern.

Patients with AFP tended to be older, married (or cohabiting) and have had their pain 

longer than FAM patients. AFP was more likely to be a constant throbbing or burning 

pain which did not alter with mastication and which frequently disturbs sleep. This 

would appear to suggest that AFP has more unpleasant (throbbing’, burning and more 

constant) characteristics than FAM, but given this, surprisingly patients appear to take 

longer to reach a pain clinic. The AFP patients had more inappropriate treatments, and 

fewer specific signs. The lack of obvious signs is generally inconsistent with a 

pathological process, but may relate to the speed with which patients reach appropriate 

clinics.

The length of time to reach a clinic may be partly due to the belief that the diagnosis 

can only be made by exclusion (Headache classification committee of the International 

Headache Society, 1988). Some authorities (American Academy of Orofacial Pain,
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1996) suggest the need for neurological investigation along with imaging studies of 

the head. Specific indications for extensive exhaustive investigation exist, facial pain 

without neurological or other worrying signs (increasing pain, subjectively impaired 

sensation) does not merit this investigation.

Delay and recurrent investigation may increase the patients psychological distress and 

also instill a greater sense of an organic cause of pain. This may, in turn, deter 

patients from accepting psychological influences and interventions. It may, however, 

be at the insistence of the patients that extensive investigation takes place, and that 

combined with inadequately experienced practitioners causes a delay in diagnosis or 

treatment. A diagnosis of AFP can safely eliminate indecision and further 

investigations and avoid the patients’ uncertainty about the diagnosis.

All of the pain severity scores were worse in the AFP group, which is surprising given 

the duration of pain before attendance. The mood scores were more adversely affected, 

which may be partly due to the effect of pain, but also may be due to continued 

negative outcome following numerous healthcare interventions. Negative outcome of 

repeated investigations, treatment, visits and specialist consultation will all have an 

adverse effect upon mood. Anxiety and depression may worsen with the lack of 

definitive diagnosis and continued pain.
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Treatment uptake decisions

During the initial consultation interview patients were offered treatment. Patients 

assessed as having CIFP, were offered treatment and either accepted or rejected this 

offer within the trial or in routine clinics. The results of the decisions are described 

in Figure 9.

No treatment
46%

Routine treatment - 28%
Of which
patient preference 
medical exclusion 
no questionnaires 
psychiatric diagnosis 
current medication 
substance abuse 
in psychological therapy 
Total

F ig u re  9. C IF P  (n=684) patien ts  tre a tm e n t u p ta k e  decisions

Of the patients seen within the clinic, 63 were not offered treatment because of

%
18.9
4.7
1.5
1.2
1.2
0.5
0.3

28%

Trial treatment
26%
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exclusion criteria while 140 chose not to take part in the treatment study.

Of the patients assessed 45.9% refused treatment, the reasons for their declining 

treatment within the hospital are given in Table 11.

Table 11. Reasons for refusal o f treatment (of patients declining treatment)

Reasons (n = 314) Frequency (%)

Pain not severe enough for medication 112 (35.7%)

Wanted to think about treatment 59 (18.8%)

Did not want to take tablets 35 (11.1%)

Not enough time / travel difficulties 20 (6.4%)

Did not want to be in a trial 15 (4.8%)

Did not want treatment 11 (3.5%)

Reassured following consultation 8 (2.5%)

Did not want psychological pain management 4 (1.3%)

Did not want to take a placebo 2 (0.6%)

Unhappy with the diagnosis 1 (0.3%)

Missing data 47 (14.9%)

Total 314
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The most frequent reason given for declining treatment was the pain not being of 

sufficient severity to take tablets. Of these patients, 43% had taken analgesics in the 

past for this pain. Of the 52 patients who went away to consider treatment, none, as 

far as hospital records recorded, started treatment in the following three months.

Demographic details

The differences in demographic details between those accepting (either trial or routine 

treatment) or rejecting treatment are described in Table 12.

Age and gender distribution

Patients accepting treatment were younger with a median age of 33 years (Q5=19, 

Q95=61), compared to those declining treatment whose median age was 37 years 

(05=20, Q95=59) (Z=-2.5, p<0.05). More than 80% of both groups of patients were 

female. There was no difference in gender between groups.

Pain duration

Pain duration differed between the groups with those accepting treatment having had 

pain for longer than those declining treatment (Z=-3.5, p<0.001).

M arital status

Marital status was not evenly distributed between groups (X2=14.9, p<0.05). Of those
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declining treatment 47% were single and 45% married as compared with 39% single 

and 45% married in the group who accepted treatment.

Socioeconomic status

The results are shown in Table 12. Using the Chi-squared test there was no difference 

in socioeconomic status between those accepting and declining treatment. No 

significant differences were found in employment status between the groups.

Referral source

The patient referral source was different between groups of patients (X 2=7.2, p<0.05),

although most patients were referred by their General Dental Practitioner (GDP). The 

proportion of referrals in each group is shown in Table 12.

208



Table 12. Treatment uptake - demographics

Patients accepting Patients declining Significance
treatment treatment level

n = 370 n = 314

Age median (5th, 95th) 
percentiles

33 years (19, 61) 37 years (20, 59) p<0.05

Sex M 59 (15.9%) 58 (18.5%) ns

F 311 (84.1%) 256 (81.5%)

Duration median 
(5th,95th) percentiles

2.0 years (0.3, 15.0) 1.5 years (0.3, 13.0) p<0.001

Marital status p<0.05

single 143 (38.5%) 149 (46.9%)

married/cohabiting 173 (47.0%) 140 (44.5%)

divorced 34 (9.2%) 17 (5.3%)

separated 9 (2.4%) 6 (1.9%)

widowed 10 (2.7%) 2 (0.6%)

Social Class ns

I (Professional) 13 (3.5%) 9 (2.8%)

11 (Intermediate) 88 (23.7) 90 (28.3%)

III N (skilled non manual) 93 (25.1%) 79 (24.8%)

III M (skilled manual) 31 (8.4%) 21 (6.6%)

IV (semiskilled) 31 (8.4%) 12 (3.8%)

V (unskilled) 3 (0.8%) 1 (0.3%)

Unclassified 109 (29.5%) 103 (32.8%)
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Table 12. continued.

Employment Status

Employed

Unemployed

Student

Retired

Homecarer

Long tenn sick

Referral

GDP

GMP

Specialist

Patients accepting Patients declining
treatment treatment

(n=370) (n=314)

232 (62.7%) 

44 (11.9%) 

30 (8.1%) 

12 (3.2%) 

46 (12.4%) 

6 ( 1.6%)

275 (74.1%) 

51 (13.7%) 

44 (11.9)

119 (60.0%)

35 (11.0%)

36 (11.3%) 

9 (2.8%)

35 (11.0%) 

7 (1.6%)

247 (78.6%) 

48 (15.1%) 

19 (6.0%)

Significance
level

ns

p<0.05
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Clinical features

A comparison of the clinical features of patients either accepting or declining 

treatment is found in Table 13.

Character o f  pain

The majority (77%) of both groups of patients describe their pain as aching in nature. 

Significant differences in character of pain were found between the two groups, when 

frequency of reporting of throbbing, discomfort and burning were described. Of 

patients accepting treatment 32% described their pain as throbbing as compared to 

22% declining treatment (2C2=8.3 p<0.01) 9% of those accepting treatment described

burning as compared to 4% refusing treatment (X 2=5.9, p<0.05). A higher proportion 

of patients who declined treatment described the pain as a discomfort, this was 

reported by 27% of patients compared to 20% accepting treatment (X2=4.8, p<0,05).

Site o f  pain

The most frequent site of pain was the TMJ, reported by 68% of patients accepting 

treatment and 80% of those rejecting treatment (ns). Only the proportions of patients 

reporting pain in the face differed by treatment uptake groups, with face pain being 

more frequent in those accepting treatment (45%) than in those refusing treatment 

(38%)(X2=4.1, p<0.05).
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Table 13. Comparison of clinical features of patients accepting or declining 
treatment

Patients accepting Patients declining Significance
treatment treatment level

n = 370 n = 314

Character

ache 286 (77.1%) 242 (77.1%) ns

throbbing 118 (31.8%) 70 (22.3%) p<0.01

sharp 89 (24.0%) 58 (18.5%) ns

discomfort 72 (19.4%) 84 (26.8%) p<0.05

stabbing 37 (10.0%) 26 (8.3%) ns

bum 34 (9.2%) 14 (4.4%) p<0.05

Pain site

TMJ 274 (67.9%) 252 (80.2%) ns

face 166 (44.7%) 118 (37.6%) p<0.05

alveolus/jaw 77 (20.8%) 49 (15.6%) ns

scalp 58 (15.6%) 39 (12.4%) ns

teeth 36 (9.7%) 23 (7.3%) ns

gingiva 9 (2.4%) 3 (0.9%) ns

number o f sites
median (5th, 95th) percentiles

0 (0.1) 1 (0,1) p<0.05

Pain variation

Constant 247 (66.7%) 162 (51.5%) p<0.001

Worse am 80 (21.6%) 84 (26.8%) ns

Worse pm 63 (17.0%) 44 (14.0%) ns

prevents, sleep 119 (32.1%) 81 (25.8%) ns

disturbs sleep 131 (35.3%) 81 (25.8%) p<0.01



Table 13. continued

Patients accepting Patients declining Significance
treatment (n=370) treatment (n=314) level

Precipitating factors

none 215 (58.0%) 185 (58.4%) p<0.05

dental 50 (13.5%) 54 (17.2%) p<0.001

trauma 40 (10.8%) 33 (10.5%) ns

emotional upset 34 (9.2%) 27 (8.5%) ns

infection 10 (2.7%) 10 (3.1%) ns

Provoking factors

chewing 218 (58.8%) 188 (59.9%) ns

biting 206 (55.5%) 174 (55.4%) ns

yawning 113 (30.5%) 95 (30.3%) ns

talking 88 (23.1%) 66 (21.0%) ns

emotional tension 72 (19.4%) 59 (18.7%) ns

cold weather 32 (8.6%) 31 (9.7%) ns

cold food 14 (3.8%) 5 (1.6%) ns

hot food 8 (2.2%) 4 (0.9%) ns

hot weather 6 (1.6%) 3 (0.9%) ns

alcohol 4 (1.1%) 1 (0.3%) ns

other 76 (20.5%) 64 (20.4%) ns

Relieving factors

analgesics 131 (35.3%) 108 (34.3%) 11 s

rest 80 (21.6%) 84 (26.8%) 11 s

heat 14 (3.8%) 15 (4.7%) ns

alcohol 6 (1.6%) 7 (2.2%) ns

chewing 5 (1.3%) 7 (2.2%) ns
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Patients accepted Patients declined Significance
treatment (n-370) treatment (n=314) level

Oro-facial symptoms

clicking TMJ 194 (52.4%) 180 (57.3%) ns

bruxism 147 (39.7%) 136 (43.1%) ns

limited mouth opening 118 (31.9%) 112 (35.6%) ns

sticking TMJ 64 (17.2%) 70 (22.3%) ns

occlusal discomfort 14 (3.7%) 18 (5.7%) ns

altered taste 13 (3.5%) 8 (2.5%) ns

Previous consultations

Seen by

GDP 334 (90.3%) 296 (94.3%) ns

GMP 216 (58.4%) 155 (49.3%) p<0.05

Oral Surgeon 88 (23.7%) 56 (17.8%) p<0.01

ENT Surgeon 55 (14.3%) 23 (7.3%) p<0.01

Neurologist 20 (5.2%) 15 (4.7%) 11 s

Psychiatrist 3 (0.8%) 0 ns

Other 23 (6.0%) 15 (4.7%) ns

Number o f specialists 2 (1,3) 1 (1,2) p<0.01
median (5”, 95”) percentiles
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Patients accepting Patients declining Significance
treatment (n=3 70) treatment (n=314) level

Previous treatments

analgesics 228 (61.5%) 176 (55.3%) ns

bite raising appliance 74 (19.9%) 44 (13.8%) p<0.05

antidepressants 46 (12.4%) 13 (4.1%) p<0.001

antibiotics 36 (9.7%) 27 (8.5%) ns

extraction (surgical) 24 (6.5%) 6 (1.9%) p<0.01

restorations 19 (4.9%) 23 (5.2%) ns

acupuncture 14 (3.8%) 4 (1.3%) p<0.05

tranquillisers 14 (3.8%) 4 (1.3%) p<0.05

extraction 13 (3.4%) 17 (3.9%) ns

pulpal extirpation 12 (3.2%) 12 (3.8%) ns

exploration (surgical) 11 (3.0%) 5 (1.6%) ns

exercises 10 (2.6%) 12 (2.7%) ns

osteopathy 10 (2.7%) 10 (3.1%) p<0.05

occlusal adjustment 8 (2.1%) 8 (1.8%) ns

TMJ injection 7 (1.9%) 1 (0.3%) ns

short-wave diathermy 5 (1.3%) 0 p<0.05

TMJ operation 4 (1.1%) 2 (0.6%) ns

other 49 (13.2%) 19 (6.0%) p<0.05

number o f tr eatments 
median (5th, 95th) percentiles

1 (1,2) 1 (0,2) p<0.001

number o f dental tr eatments 
median (5lh, 95th) percentiles

0 (0,0) 0 (0,0) ns
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Patients accepting Patients declining Significance
treatment treatment level

Recurrent pains/conditions

headache 215 (58.0%) 157 (50.0%) p<0.05

back 157 (42.3%) 97 (30.9%) p < 0.01

neck 168 (45.3%) 122 (38.9%) ns

migraine 88 (23.7%) 50 (15.9%) p<0.01

irritable bowel 50 (13.5%) 47 (14.8%) ns

abdominal 39 (10.5%) 39 (12.4%) J1S

dysfunctional uterine 
bleeding or excessive pain - as 
a proportion o f female

23 (6.2%) 

(7.4%)

16 (5.0%) 

(6.2%)

ns

ns

chest 10 (2.7%) 3 (0.9%) ns

number o f conditions 
median (5th, 95lh) percentiles

2 (0.5) 1 (0,4) p<0.001

Examination findings

asymmetry 1 (1.1%) 6 (1.9%) ns

swelling 1 (1.1%) 6 (1.9%) ns

tenderness to palpation 42 (45.2%) 180 (56.6%) p<0.001

TMJ

tender 240 (64.7%) 145 (46.2%) p<0.05

click 79 (21.3%) 98 (31.2%) p<0.01

crepitus 14 (3.8%) 3 (0.9%) ns

sticking 4 (1.1%) 3 (0.9%) ns

interincisal opening (mm) 
median(5,h, 95th) percentiles

42 (22,54) 43 (28,55) p<0.05

Soft tissues

linea alba 139 (37.5%) 132 (42.0%) ns

tongue ridging 33 (8.9%) 29 (9.1%) ns
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Variation o f  pain

Sixty-seven percent of patients accepting treatment had constant pain compared to 

51% who declined treatment (X 2=19.0, p<0.001). Frequency of pain is shown in 

Figure 10.
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There was no significant difference between the patients concerning daily pain 

variation of pain, all results are shown in Table 12. Thirty-five percent of patients 

accepting treatment and 26% of those rejecting treatment reported pain disturbing their 

sleep (X 2=1A, p<0.01).
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Precipitating factors

Patients response to an offer of treatment within the hospital was unrelated to any 

initial factor which they considered had caused the pain. See Table 13. More patients 

considered that dental treatment was a precipitating factor of their pain in the group 

of patients declining treatment (X 2=8.1, p<0.001)

Provoking factors

All factors appeared to have a similar distribution amongst patient groups accepting 

and declining treatment, as shown in Table 13.

Relieving factors

There was no difference in relieving factors between uptake groups, which can be seen 

in Table 13. Analgesics were of help in a third of all patients with rest helpful to 

slightly fewer.

Associated oro-facial symptoms

As shown in Table 13. there was no significant difference using the Chi-squared test 

in reporting of associated oro-facial symptoms between patients accepting and 

declining treatment.

Previous consultations

The median number of previous consultations was 2, in treatment accepters and
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rejecters, however when analysed using the Mann-Whitney test, the distributions 

showed increased numbers of consultations in those accepting treatment (Z=2.7, 

p<0.01). No difference was detected in proportions of patients having previous 

consultations with a GDP between those accepting or declining treatment. A 

significantly greater percentage of those accepting treatment had consulted their GMP 

(X2=16.5, p<0.01), similarly with Oral Surgery (X 2=7.7, p<0.01) and ENT (X2=10.6,

p<0.01) consultations. No difference was found between those who accepted or 

rejected treatment in the numbers who consulted with a neurologist or a psychiatrist.

Previous treatments

There was a difference in distribution of number of previous treatments between 

uptake groups (Z =3.8, pcO.OOl), as is shown in Figure 11. The treatments previously 

undertaken by patients accepting and declining treatment is described in Table 13. 

Twenty percent of patients accepting treatment had been provided with bite raising 

appliances compared to 14% who refused treatment (X2=4.50, p<0.05), 12% and 4%

respectively had been prescribed antidepressants (X 2=15.10, p<0.001), 7% and 2%

respectively had undergone a surgical extraction (X 2=8.63, p<0.005), 4% and 1%

respectively had been treated with acupuncture (X 2=4.25, p<0.05) and 4% and 1%

respectively had been treated with tranquillisers (X 2=4.25, p<0.05).
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Other pains

Other chronic pains that were reported in a greater number of patients accepting 

treatment compared to those patients declining treatment included headache (X2=5.1,

p<0.05), back pain (X2=10.3, p<0.01) and migraine (X 2=6.8, p<0.001). The number

of reported long standing pains was greater in those patients accepting treatment with 

a median of 2 (C5=0, C95=5) as compared to those refusing treatment having a median 

of 1 (C5=0, C95=4) other pain (Z=3.32, p<0.001). The results are described in Table

13.
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Examination features

See Table 13. The proportion of patients tender to palpation over an area of the head 

and neck was greater in those that accepted treatment (X2=4.5, p<0.05). TMJ clicking 

was more evident in those patients who rejected treatment, compared to those 

accepting treatment (X 2=6.5, p<0.05). Interincisal opening was comparatively reduced

in those patients accepting treatment with a median opening of 42mm (C5=22, C95=54) 

and 43mm in patients declining treatment (C5=28, C95=55) (Z=2.2, p<0.05). Other 

examination features did not show significant differences between the groups.
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Pain Scores

(See Table 14.)

All scores measuring pain intensity or severity were elevated in those patients 

accepting treatment compared to the patients declining treatment and are described in 

Table 14.

Psychological measures

(See Table 14.)

D istress, interference and control

The amount of distress, interference and control between the treatment uptake groups 

differed, those accepting treatment had significantly higher median scores than those 

declining treatment.

Social support and fam ily/spouse reactions

There were no differences between the pain groups in social support and responses to 

the pain from a significant other (partner/person close to patient), except distracting 

responses from the significant other, with scores elevated in those accepting treatment. 

All of the MPI scores for social support and reactions are given in Table 14.

Activity level

There was no difference shown between the treatment uptake groups on social or
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general activity levels, along with outdoor activities and activities away from the 

home, median scores are given in Table 14. Patients were able to undertake household 

chores, although scores were higher in those accepting treatment.

M ood

Depression and anxiety scores were increased in patients who accepted treatment 

compared to those who did not. The scores are described in Table 14.

Pain beliefs

There was no difference between those accepting or rejecting treatment on measures 

of organic disease conviction or on the psychological beliefs measure. The scores are 

shown in Table 14.

Pain cognitions

Using the pain cognitions questionnaire the treatment uptake groups only differed on 

the active positive coping and hopelessness scales. The median scores and 95 

percentile ranges are shown in Table 14.

Illness attitudes

The patients uptake groups did not differ on any measures of illness attitude as 

measured by the Kellner questionnaire. All median scores and the 95 percentile ranges 

are given in Table 14.
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Chapter 5 Treatment uptake - results

Predictors of treatment uptake

A direct logistic regression analysis was undertaken to determine predictors of 

treatment uptake (acceptance of treatment) in patients with CIFP. The relationship 

between treatment uptake (as the outcome measure) and demographic factors, clinical 

findings and patients’ scores upon assessment was examined. Analysis was performed 

using SPSS. A test of the full model with all nine predictors against a constant only 

model was statistically reliable, X 2 (11, N=713)=66.9, pcO.OOl, indicating that the 

predictors, as a set, reliably distinguished between those patients with CIFP accepting 

and rejecting treatment. Table 15 shows the regression coefficients, Wald statistics, 

odds ratios and 95% confidence intervals for B(exp) for each of the predictors. 

According to the Wald criterion only initial pain severity, the presence of constant 

pain and an age and marital status interaction reliably predicted treatment uptake.

Despite many factors correlating with treatment uptake only pain severity (as 

measured by the MPI severity scale), a constant pain and (an interaction of the) age 

and marital status factors significantly predict treatment uptake. The single best 

predictor was the initial MPI severity score, which for every unit increase in MPI 

severity initial score there would be a factor of 1.45 (Cl) increase in the chance of a 

patient accepting treatment. Using the factors listed in Table 15. 63.7% of the patients 

were correctly classified as entering treatment.
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Chapter 5 Treatment uptake - results

Are trial patients representative of routine pain clinic patients ?

If we wish to generalise about the implications of the findings of a clinical trial it is 

essential that the patients in the clinical trial sample are representative of the more 

general clinic population. Specifically, it was of concern that more disturbed or 

distressed patients in need of psychological therapy may accept treatment within the 

trial because of its psychological content. The exclusion criteria were designed to 

exclude most of these patients, however it was essential to test their effectiveness.

The reasons for rejection of treatment within the trial were collected to assess the 

acceptability of the offered treatment and to examine any reasons which may suggest 

that the trial treatment patients do not fit within a normal clinic population. The 

reasons given for treatment choice are shown in Table 16.

Patients who wished to have treatment, although not within the trial (who met the 

inclusion criteria) most frequently cited time and travel difficulties as the reason for 

requesting routine treatment. A significant proportion of patients (30%) did not wish 

to be involved in a trial. Only 8% of patients objected to the possible psychological 

content of the suggested treatment.
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Table 16. Patients reasons for choosing routine treatment

Reason (n = 129) Frequency (%)

Not enough time / travel difficulties 64 (49.6%)

Did not want to be in a trial 40 (31.1%)

Did not want psychological pain management 11 (8.5%)

Did not want treatment with a placebo 2 (1.5%)

Wanted to think about the trial 1 (0.7%)

Missing data 11 (8.5%)

Trial patient description

The sample of patients accepting treatment within the clinical trial were compared to 

those preferring routine treatment. All demographic details, clinical and psychological 

measures and pain scores were compared using non parametric statistics (either Chi 

square or Mann Whitney Test). Significant results are described below, however 

complete details of results are found in Appendix 10.

Demographic details

Trial patients were older (Z =2.1, p<0.05), than those accepting routine treatment. The 

median age was 38 years (C521, C9560) in the trial patients and 35 (C518, C9562) in
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those in routine treatment. There were no gender, marital status, social class or 

employment status differences between the types of treatment groups.

Clinical features

Of patients’ reported symptoms and complaints about the pain, only differences in 

trauma precipitating the pain (X 2=9.5, p<0.01) and emotional tension provoking the

pain (J\T2=7.7, p<0.01) were found. Trauma as a precipitating factor was noted by less

patients accepting the trial (5.6%) than routine treatment (15.5%). Emotional tension 

as a provoking factor was reported by more patients accepting the trial (25%) than not 

(14%).

There was an increase of 3 types of previous treatments in patients accepting trial 

compared to routine treatment. These treatments were acupuncture with 11 (6.2%) 

compared to 3 (1.6%) patients respectively (X 2=5.5, p<0.05), bite raising appliances

in 28 (14.5%) compared to 46 (25.8) respectively ( X 2 =7.5, p<0.01) and surgical

extractions in 5 (2.6%) compared to 19 (10.7%) respectively (X2=7.5, p<0.01). There

was also an increase in overall frequency of number of treatments previously tried 

(Z=3.6, p<0.001), with 24.7% of patients accepting trial treatment and 12.4% of 

patients declining the trial having had tried at least 2 treatments.

Differences were found between trial and non trial patients in relation to features of
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examination. Tenderness was found more frequently in patients accepting treatment 

within the trial 46% (145 patients) compared with 52% (152 patients)(X 2=4.2, 

p<0.05). TMJ sticking was found only in 4 patients accepting treatment within the trial 

( X 2=4.4> p<0.05).

Pain scores

Of all the MPI scores only distress differed between trial acceptors and rejectors, with 

higher distress in those accepting treatment, the median scores were 3.3 (C52.7, C54.3) 

and 3.0 (C52.3, C954.0) in those rejecting the trial (Z=2.2, p<0.05).

Psychological measures

Pain cognition scores of the helplessness dimension were different according to 

treatment group. Scores on the helplessness scale were elevated in those patients 

accepting treatment within the trial, the median score was 1.5 (C51.3, C951.8) and 1.3 

(C51.0, C951.5) (Z=2.5, p<0.05) in those in routine treatment. The psychological scale 

of the pain belief questionnaire was increased in those patients accepting treatment 

within the trial, the median score was 4.10 (C53.5, C54.8) and 3.8 (C53.3, C954.5) 

(Z=3.2, p<0.01) in those in routine treatment.

M ood

Patients who refused to take part in the trial had increased scores of depression but 

not anxiety. The BDI median scores were increased, a small but significant amount,
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in those patients accepting routine treatment (8) compared to those accepting trial 

treatment (7) (Z=2.4, p<0.05).



Chapter 6

Treatment uptake - Discussion
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Treatment uptake decisions

(See Figure 9. and Table 11.)

Reasons fo r  rejection o f  treatment

The reasons patients reject treatment is important (Turk and Rudy, 1990) for the 

practical implementation of future treatments. If patients find the idea of any treatment 

unacceptable there would be little use in devising and testing a novel therapy.

Of the patients assessed in the pain clinic as having CIFP only half accepted the offer 

of treatment and a quarter accepted trial treatment. Nine percent of the total patients 

were excluded from the trial by specific exclusion criteria, which is lower than the 

exclusion range of between 15-54% reported in a review of treatment uptake by Turk 

and Rudy (1990). This suggests that our exclusion criteria were not over stringent and 

allowed a diverse set of patients to be admitted to the programme. Keefe et a l, (1986) 

have suggested that the rationale for strict and rigorous exclusion of patients was often 

done to exclude those who were most unlikely to benefit from CBT. However, Turk 

and Rudy (1990) argue that the research protocols do not support the use of such 

difficult criteria and so allow the treatment studied to be transferable to general patient 

populations. The minimal exclusion criteria used in this study, were designed to enable 

the development of a set of guidelines for effective treatment of CIFP. It is unclear, 

therefore, why 48% of patients requesting or accepting referral for facial pain, should 

then decline treatment, although this figure is similar to that found by various workers
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(Roberts, 1981; Winkler et al, 1989; Bradley et a l, 1988).

Twenty seven percent of the patients rejecting treatment in this study stated that the 

pain was not severe enough to take regular medication, although 43% of these patients 

had taken analgesics at some time for their facial pain. This suggests that other factors 

may contribute to the refusal of treatment by the remaining 73% (see Table 11.), or 

that pain was not the initial reason for referral. A large proportion of the patients may 

have been referred without proper assessment and explanation of the their condition. 

If proper assessment had been undertaken at the primary care level, then a secondary 

or tertiary referral may not have been necessary. It seems that many patients have a 

legitimate concern regarding the nature of an ongoing pain/symptom but only seek a 

simple explanation and reassurance, and if this is provided it is possible that there may 

no longer be a need for further investigations or referral.

Sturgis et a l, (1984), found that lack of insurance cover, spouse opposition, 

unwillingness to be hospitalized or transport difficulties along with a lack of interest 

in the focus of the treatment, were usually responsible for patients not entering 

treatment. In this study insurance cover, and hospitalisation were not an issue, 

however, patients reported similar reasons for treatment refusal. Twenty eight percent 

of those patients refusing treatment had either time or travel difficulties or objected 

to the medical or psychological element of the treatment.
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Only 1% of patients stated that they did not wish to undergo any form of 

psychological intervention, although this may be under-reported by patients. Most 

patients tend to have a physical or acute pain model to explain their pain and when 

attending for treatment expect that the physical problems causing their pain will be 

eliminated. It is likely that many patients are uncomfortable with the presentation of 

a possible psychological component to their pain, and may see it as the clinicians 

reluctance to validate their symptoms. This was, however, not born out with the results 

of the pain beliefs questionnaire. Patients both accepting and declining treatment had 

equal scores of psychological and organic beliefs concerning pain. It may be that 

acknowledging a psychological element to pain in general does not prevent patients 

considering that their own specific pain has no psychological component. The pain 

beliefs questionnaire unfortunately does not specifically consider any aspect of the 

patients’ own current pain. A mismatch between patients’ views of their problem and 

the treatment goals that are offered has been suggested as a possible cause of 

treatment rejection (Turk and Rudy, 1990).

Previous workers have noted that up to 80% of pain patients feel that an inadequate 

explanation of their problem has been given by the physician (Colvin et a l, 1980), this 

could lead to a reduced acceptance rate. While this was not measured directly in this 

study, it is thought that the majority of patients in this study had full and adequate 

information given verbally and reinforced with our printed information leaflet, which 

was designed to overcome this (Appendix 2).
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The role of the spouse in these patients is unknown, but it is suggested that the 

influence of partners may be considerable in aiding those who ‘wanted to think about 

the treatment’ (15%) reach their ultimate treatment decision. Evidence exists that 

spouses may be a contributory factor in declining treatment especially when payment 

for treatment is required (Roberts, 1981). In the UK only anecdotal evidence of 

spouses’ concerns about treatment exist. However, the percentage of patients with and 

without spouses was comparable in both treatment uptake groups, and it may be the 

nature rather than the presence of a spouse that influences treatment uptake. This study 

did not obtain this information.

Although there was a small proportion of patients (6%) who either did not explain 

why they refused treatment (3.5%) or felt reassured enough by the consultation (2.5%) 

to feel that treatment for them was not necessary, Table 11. suggests that this small 

group of patients are part of a larger group of "reassured" patients which include those 

‘not severe enough for medication group’ (36%), who were also reassured by the 

consultation process, enabling them to decline treatment. Thus this group of patients 

(42%) include those for whom the initial consultation with their primary care 

practitioners did not provide an adequate explanation or appropriate reassurance. It is 

likely that many of the practitioners do not feel they have the necessary expertise to 

exclude pathology and diagnose these conditions or in addition they may lack the 

desire to advise or attempt treatment for which there is no fee payable under the 

present NHS general dental practice fee system. A more accurate reflection of the 

numbers of patients reassured by the consultation process could be assessed by 

recontacting the patients to ascertain whether they had sort further treatment or help 

for their condition elsewhere.
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Characteristics of accepters and rejectors

Dem ographic information

The demographic data suggests that pain duration and is an important factor in 

treatment acceptance. Patients with a long pain history have greater evidence that the 

pain is unlikely to resolve alone and may be less likely to accept an explanation of 

spontaneous remission. Those patients referred by a specialist were more likely to be 

accepting of treatment (p<0.05), presumably as they have had other unsuccessful 

treatments (pcO.OOl), have exhausted other referrals or attended with a specific or 

specialist recommendation concerning the Eastman Dental Hospital and facial pain. 

The data on these patients’ previous treatments also supports the suggestion that they 

are further ‘down the line’ with a higher number of unsuccessful treatments.

Clinical features

As expected the nature of the pain in those accepting treatment is more frequently 

constant; the unpleasant pain descriptors of burning and throbbing are more prevalent; 

as is an increase in sleep disturbance. These findings are also supported by the higher 

pain severity and interference scores. It is probable that the characteristics of the pain 

may be similar to acute tooth pain which leads patients to suspect the current or 

previous practitioner’s diagnosis to be incorrect and seek investigation elsewhere.

Other chronic pains elsewhere in the body appear to be more prevalent in those
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patients accepting treatment. This again supports the greater need for treatment in 

those whose pain has a greater impact upon their life. Thus those patients who were 

more affected by the pain are more willing to invest the time and effort to get help 

for their condition.

Patients in whom clicking was elicited at the clinical examination showed less 

willingness to accept treatment. Although patients reporting clicking TMJ’s showed 

no difference between accepting and rejecting groups. This may indicate that patients 

who are given an easily understood explanation concerning physical symptoms are 

likely to be satisfied with positive reassurance and able to decline treatment, however, 

this does not account for similar proportions accepting or rejecting treatment in those 

reporting clicking.

Pain measurement

Although it is not surprising that patients accepting treatment had elevated measures 

of pain severity and affect when compared to those declining treatment, little 

substantive can be found in the literature to support this.

Psychological aspects o f  pain

The patients accepting treatment appeared to be more psychologically affected by their 

pain in terms of distress and interference with life. However, there was no difference 

in control between uptake groups. This suggests that CIFP patients may not be
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severely enough affected by their pain for CBT to be of relevance. Social support, 

activities and homelife as measured by family/spouse reactions and activity levels, 

appear to be unaffected between the groups. Patients who accepted treatment had more 

adversely affected mood, both in terms of depression and anxiety, while the results 

were statistically significant, it remains unclear whether the difference is clinically 

significant. Patients accepting treatment felt more hopeless and had more active 

positive (coping strategies) thoughts concerning the pain (as assessed by the pain 

cognitions questionnaire). It may be that patients’ feelings conflicted with each other, 

in their attempting to be positive in defeating the pain, whilst feeling hopeless in the 

face of persistent pain. Alternatively the acceptance of treatment by those with more 

active positive cognitions might be expected in that they may be more open to any 

suggestion concerning their possible improvement. The acceptance of treatment by 

those who have increased feelings of hopelessness may merely reflect an inability to 

have any control over their treatment.

Predictors of treatment uptake

The logistic regression suggests that pain severity, interference and marital status/age 

are the only factors predictive of treatment uptake. The predictors found from the 

logistic regression relate largely to perception of pain and this is in contrast to the 

perceived view that it is personality, lack of motivation and secondary gain (Turk and 

Rudy, 1990) which prevent patients from accepting treatment. It appears that when
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severity and interference is great enough these factors in combination with the 

patients’ life and social circumstances, will lead to acceptance of treatment. It may 

however, be that these factors relate to high patient motivation and low secondary 

gains. Marital status may reflect the amount of free time patients have to attend 

appointments or may merely be an indicator of social and or financial support.

Additional considerations

As stated earlier no simple explanation is apparent for pain patients’ refusal to accept 

treatment. Health care workers frequently consider such patients to be poorly 

motivated, denying psychological factors, resistant to improvement and motivated by 

secondary gain (Turk and Rudy, 1990). Little mention in the literature is given to a 

possible suspicion which patients may have of new or indeed proven treatments. It has 

been documented that patients do decline treatment because they do not wish to be 

part of a clinical trial (Bevan e t al, 1993; Morrow et al, 1994).

Morrow et al (1994) have summarised acceptance of trial treatment according to 

various health behaviour models. They describe four groups of factors which can 

predict the health behaviour of individuals; probability factors e.g. perception of 

disease and informed consent; severity factors; effectiveness factors e.g. perceptions 

concerning the effectiveness of disease treatment and perceived cost e.g. travel, family 

attitude and quality of life. These have been investigated in relation to cancer trials 

but rarely mentioned in the pain literature, despite having an impact upon treatment
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uptake.

This problem has also recently been described regarding hormone replacement therapy 

(Jacobs, 1996) where the medical profession recommend that the population accept 

benefits of this treatment, but 40% of female GMP’s have not even tried taking the 

suggested therapy. If health care professionals are uncertain of the effect of suggested 

therapies, then patients may become aware of this and may be deterred from accepting 

treatment. The problem with this argument is that it overlooks the privileged 

knowledge of the practitioner and hence enhanced control.

The patients in this study are obviously coping with their present situation and 

knowing that their health problem is not life threatening, they are asked to risk side 

effects and a possible worsening of their situation, in addition to asking them to put 

in time, effort and money (travel to or loss of earnings from attendance at hospital), 

with no guarantees of a cure or permanent respite.

Thus it is not surprising that those accepting treatment as well as having all measures 

of pain severity increased are more distressed, and find the pain interferes more with 

their lives and thus find themselves able to take on the "costs" of treatment.
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Trial rejection

Half of the patients did not have the time to be able to take part in the trial. It is 

uncertain whether this is because of other commitments or that the trial was likely to 

involve more and longer hospital visits, requiring more time off work, difficulties with 

child care etc. Although data on children were not collected, trial patients were older 

than routine patients and it is suggested that patients with young families or 

demanding jobs did not tend to take part in the trial. The feasibility of this type of 

time consuming treatment needs to be considered and options of increasing 

acceptability such as shortened treatment (Dworkin et a l, 1994) should be explored in 

this setting.

One third of the patients who refused treatment cited ‘not wanting to take part in a 

trial’, despite being described as the probable best treatment. It, therefore, appears that 

our perceived perceptions concerning the trial did not match that of the patients or at 

least we were unable to convince them during their visit of the possible advantages. 

Numerous studies have elucidated factors affecting patients’ decisions concerning 

clinical trial participation and trust of the health care professional (Ganz, 1990), the 

presence of altruistic motives (Cassilith et al, 1982), perceptions concerning 

effectiveness of the suggested treatment, informed consent and random selection, a 

placebo and research opinions in general have all been cited as important issues for 

patients (Morrow et al, 1994). It is interesting to note that of the above mentioned
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concerns only concerns about the placebo was mentioned by this group of patients. 

It is possible that only rarely do patients offer their true thoughts concerning treatment. 

Discomfort with the psychological approach to treatment or its relevance to the patient 

was cited by 9% of patients, it is suggested that given the patients’ apparent reluctance 

to express their main concerns to the clinician, the frequency of this occurrence is 

likely to be higher than that reported.

Discomfort with a psychological approach has been previously mentioned, and may 

be a major problem in providing this type of treatment. If patients are unhappy with 

a psychological approach, it is perhaps inappropriate for the widespread provision of 

this type of service in the UK at the present time. Provision at selected centres only, 

where large numbers of patients attend or where patients with particular psychological 

problems are seen, is probably more appropriate, until such treatment becomes more 

accepted in the United Kingdom.

Representativeness o f  trial population

Most work on representativeness of clinical trials populations has been done with 

respect to cancer trials in the United States of America, where only a limited segment 

of the population have generally been included in trials, namely middle class, married 

white males (Swanson and Ward, 1995). The importance of representative samples has 

led to the USA Food and Drugs Administration Revitalization Act of 1993, to ensure 

valid analysis of clinical trials with respect to gender and minority groups in an effort
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to assure generalisability of results. It is suggested that all trials contain a non

representative population and Meinert (1995) has suggested that initially treatments 

need to be shown to be of value in someone even if in a limited setting, before 

worrying about specific groups, as long as demographic composition of the treatment 

groups is comparable.

Most of the patients in this trial were female of social class II and IIIN, as were most 

of the patients in the clinic population, suggesting that although probably not a truly 

representative sample of the population, the trial patients were similar at least to the 

Eastman Dental Hospital’s routine facial pain clinic population. This makes the results 

of the trial generalisable to patients attending this hospital. There is however, no 

epidemiological data available concerning chronic pain within the region or even the 

United Kingdom, and until this information is available little can be assumed. It can 

only be suggested that some other unknown selection process is at work reducing the 

number of lower social class groups seen within this hospital clinic.

Patients accepting the trial were more psychologically orientated than those who 

declined treatment within the trial, as shown by both the pain belief questionnaire, and 

the increase in patients who considered emotional tension to play a role in provocation 

of pain. Patients accepting the trial were more helpless, had less support, but 

surprisingly not more distressed. These factors may lead to an increased likelihood that 

they would accept psychological support. This should be borne in mind when
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Chapter 6 Treatment uptake - discussion

considering the patients’ deviations from the protocol as described and discussed in 

Chapters 7 and 8 respectively. A large proportion of patients opted for psychological 

treatment (following drug only treatment), and presumably had wanted this type of 

treatment since randomisation.

In summary the patients in the trial were similar demographically although slightly 

more psychologically affected than those seen in routine clinics at this Hospital. It is 

probable that these differences may be clinically insignificant and results can thus be 

generalisable to the routine pain clinic.
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Treatment outcome results
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Chapter 7 Treatment outcome - results

The treatment period

The treatment period for patients entering the trial starts at the consultation process 

and ends 18 weeks later after 3 months allocated treatment (See Figure 3.). It therefore 

included a six week baseline period before the start of active treatment, which lasted 

12-13 weeks. During this time 3 sets of questionnaires were given to patients for 

completion at the time points indicated in Table 2. Notes of patients’ compliance were 

kept.

Patient numbers

Patient allocation to treatment groups gave 44-46 patients per group (Table 17.).

Table 17. Number of patients in each treatment group

Treatment group Number Male : Female

Placebo 45 7 : 38

Fluoxetine 46 9 : 37

Placebo + cognitive behaviour therapy 46 6 : 40

Fluoxetine + cognitive behaviour therapy 44 6 : 38

Total 181
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Chapter 7 Treatment outcome - results

Demographic details of each treatment group

(See Table 18.)

There were no differences in age, social class, employment status, source of referral 

or duration of pain between treatment groups.
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Chapter 7 Treatment outcome - results

Clinical Diagnosis

The apparent uneven distribution of diagnosis between groups, was not statistically 

significant (Chi sq). The distribution of diagnosis is shown in Table 19.

Table 19. Distribution of diagnoses in each treatment group

Group AFP FAM OD Mixed

Placebo 6 34 1 4

Fluoxetine 15 28 - 3

Placebo + CBT 4 36 - 6

Fluoxetine + CBT 5 35 - 4

Total 30 133 1 17
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Chapter 7 Treatment outcome - results

Patients who had not completed treatment

The analysis of results was performed before all patients had completed one year 

follow up and is therefore incomplete. Table 27. shows the position of the unavailable 

data (due to patients not yet reaching that specific time point for questionairre 

completion) in the trial, both in terms of treatment groups and the duration within the 

trial.
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Chapter 7 Treatment outcome - results

Patient dropout

Figure 12. is a summary of both patient dropout and incomplete data per treatment

group.

-Q
CD CDy O

<D CD « O

0 % 2 0 % 4 0 % 6 0 %
P e r c e n t a g e  o f  p a t i e n t s

8 0 %

□  I ncom plete data
□  R e m a i n i n g
□  D r o p o u t  in t r e a t m e n t  

’ □ D r o p o u t in b a se l in e

1 0 0 %

Figure  12. S u m m ary  of  pa t ien t  d ro p o u t  and  incomplete da ta

Dropout during the baseline period

The dropout frequency is shown per group in Table 21. Significant numbers of 

patients dropped out of the trial during the baseline period. Patients allocated to the 

fluoxetine group dropped out in the baseline period less frequently than other groups 

(ns).
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Chapter 7 Treatment outcome - results

Patients who had a diagnosis of AFP had a lower drop out rate (3 of 30 - 10%) than 

those whose diagnosis was FAM (27 of 133 - 22%) (X 2-ns). Therefore with high

numbers of AFP patients in the Fluoxetine treatment group there is an appearance of 

a lower dropout in that treatment group.

Table 21. Frequency of dropouts in baseline per treatment group

Baseline Treatment Remaining in
treatment

Placebo 10 (22.%) 4 (9%) 31 (70%)

Fluoxetine 3 (7%) 8 (17%) 35 (76%)

Placebo + CBT 9 (20%) 5 (11%) 32 (70%)

Fluoxetine + CBT 9 (21%) 4 (9%) 30 (70%)

Total 31 (17%) 21 (12% ) 128 (71%)

257



Chapter 7 Treatment outcome - results

Dropout during treatment

Dropout rates during treatment are shown in Figure 12. These are highest in the

Fluoxetine group. Overall 72% of patients remained in the trial at the end of the

treatment phase. Patients with FAM dropped out of treatment more frequently than

either mixed diagnosis or AFP patients. Dropouts by diagnosis are shown in Figure

13. below.

Mixed

</>

|  FAM  
re
5

AFP

0% 20% 40% 60% 80% 100%
P ercen tage  of pat ien ts

F igure  13. P a t ien t  d r o p o u t  by diagnosis

□  Rem ained in treatm ent
□  Dropped out in treatm ent
□  Dropped out in baseline
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Chapter 7 Treatment outcome - results

Compliance

Patients’ compliance with the protocol, and the way in which they deviated from the 

protocol is shown in Table 22. Eleven patients stopped taking medication. Seven 

patients stopped taking the medication because of unacceptable side effects (2 on 

placebo and 5 taking fluoxetine). Two patients found the concern over the possibility 

of the placebo medication too disturbing to continue with the trial medication. One 

patient changed her mind about using antidepressant drugs as an analgesic and one 

patient had concealed taking a contraindicated drug.
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Chapter 7 Treatment outcome - results

Outcome measures

The main outcome measures were pain, mood and related psychological measures of 

distress, interference and control. These were analysed using non parametric intra 

group analysis (Friedman two-way anova). Inter group analysis were performed at 

initial assessment (baseline) and at the end of three months therapy to check for 

significance (Kruskal-Wallis test).

Pain severity 

(Table 23.)

Inter group analysis showed no significant differences at any time point. Intra group 

analysis results are described.

The median pain scores for each treatment group are shown in Table 23. Significant 

differences, in pain severity were only found within the fluoxetine and fluoxetine and 

CBT groups over the treatment period. In the fluoxetine group these differences were 

found using MPI severity (J£2=8.7, p<0.05) and MPQ affective (X 2=5.9, p<0.05) and

total scores (X 2=7.1, p<0.05). The significant difference within the fluoxetine and

CBT groups were only found with MPI severity (X 2=13.2, p<0.01). The MPI pain

severity scores is represented graphically in Figure 14.
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Chapter 7 Treatment outcome - results

Psychological measures o f pain

Median scores for each group are shown in Table 24. Patients’ MPI distress scores 

were reduced in fluoxetine treated groups (fluoxetine X  2=6.4, p<0.05 and fluoxetine

and CBT X 2=7.0, p<0.05). Interference was reduced in the placebo and CBT group

only (X 2=10.6, p<0.01). Patients’ control was increased in both groups that had CBT

as part of the treatment (Placebo and CBT:X2=9.48, p<0.01 and fluoxetine and CBT:

X 2=7.79, p<0.05).

Inter group analysis showed significantly different scores of control at 3 months 

(X2=13.17, p<0.01), control being greater in those groups with a CBT component. 

Changes in MPI distress, interference and control (median scores and quartiles) are 

shown in Table 24. with graphical representations in Figure 14.

Measures o f moocl

The median scores for each group are shown in Table 24. There were reductions in 

state anxiety in the placebo group (X 2=6.1, p<0.05) and both groups of patients with

CBT treatment (fluoxetine: X2=6.6, p<0.05 and fluoxetine and CBT: X 2=6.5, p<0.05). 

Interestingly, there was a reduction in trait anxiety in the fluoxetine and CBT group 

(X2=15.8, p<0.001). There was a reduction in median depression score from 9 to 6 

in those patients in the Fluoxetine and CBT group X 2=8.1, p<0.05). No differences 

were found using inter group analysis. Graphical representation of changes in mood 

scores are shown in Figure 15.
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Chapter 7 Treatment outcome - results

Main predictors of response across treatments

Logistic regression analysis was conducted for the principal outcome measures (as 

used in calculation of sample sizes), i.e. MPI severity and interference scores after 3 

months treatment. Duration of pain and diagnosis did not appear to have an effect 

upon outcome success.

MPI severity 

(See Table 25.)

A direct logistic regression was performed to determine the predictors of 

improvements in pain severity over the three month treatment period. The relationship 

between successful reduction of severity (reduction of 25%) and initial assessment 

factors and treatment was examined. Analysis was performed using SPSS. A test of 

the full model with all 9 predictors against a constant only model was statistically 

reliable X 2 (9, N=178)=25.7, p<0.01, indicating that the predictors, as a set, reliably

distinguished between those patients with a successful outcome and not. Predictor 

findings indicated that a only the initial pain severity (MPI sev) and interference (MPI 

interference) scores and the drug group reliably predicted treatment success.

The single best predictor was the initial MPI severity score, which for every unit 

increase in MPI severity initial score there would be a factor of 2.09 (95%CI 1.43, 

3.80) increase in the chance of a successful outcome.
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Chapter 7 Treatment outcome - results

A 1 unit increase in the initial MPI interference score leads to an increase by a factor 

of 0.5 the chance of success;and similarly changing the drug from placebo to 

fluoxetine can approximately increase the chances of a successful outcome by a factor 

of 2. Using the factors listed in Table 25. 72.3% of the patients were correctly 

classified as successful.
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Chapter 7 Treatment outcome - results

M PI Interference 

(See Table 26.)

A direct logistic regression was performed to determine predictors of improvements 

in pain interference over the three month treatment period. The relationship between 

successful reduction of interference (reduction of 25%) and initial assessment factors 

and treatment was examined. Analysis was performed using SPSS. A test of the full 

model with all 10 predictors against a constant only model was not statistically 

reliable X 2 (10, N=178)=6.3, p<0.79, indicating that the predictors, as a set, did not

reliably distinguish between those patients with a successful outcome and not. 

Predictor findings indicated that only PCQ hopelessness predicted treatment success. 

This was the only predictor, which for every unit increase in initial PCQ hopelessness 

score there would be a factor of .23 (95%CI .16, 1.09) increase in the chance of a 

successful outcome. No treatment appears to effect the outcome. Using the factors 

listed in Table 26. 63.9% of the patients were correctly classified as successful.
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Chapter 7 Treatment outcome - results

The follow up

This was the period of time between the end of treatment (3 months) and the end of 

the trial (1 year). Three sets of questionnaires were given to patients during this phase 

of treatment, when they attended for review at 6, 9 and 12 months. Some patients did 

not wish to attend for these appointments and they were asked to complete 

questionnaires at home and return them to us. The patients described in this section 

are only those who adhered to the protocol in the treatment period. Data was 

incomplete on some patients who had not completed the follow up period at the time 

of analysis, the number of patients with unavailable data sets (i.e. patients were still 

in treatment when data analysis was being undertaken) is shown below in Table 27.

Table 27. Data unavailable (due to patients still undergoing treatment) 

at each time point per treatment group

Month 3 6 9 12

Placebo (N=45) . . .  i

Fluoxetine (N=46) 2 4 5

Placebo + CBT (N=46) - 2

Fluoxetine + CBT (N=44) - 1 3 7

Total 3 7 15

272



Chapter 7 Treatment outcome - results

Dropout

There was a steady dropout of patients over the follow up period of the trial. The 

numbers of questionnaires completed for those patients who complied with the 

treatment protocol are shown in Table 28.

Table 28. Questionnaires available in follow up period (as a percent of original)

Month 3 6 9 12

Placebo (N=45) 31 (70%) 28 (62%) 23 (51%) 18 (40%)

Fluoxetine (N=46) 35 (76%) 28 (61%) 24 (52%) 21 (46%)

Placebo + CBT (N=46) 32 (70%) 23 (50%) 19 (41%) 20 (43%)

Fluoxetine + CBT (N=44) 30 (70%) 20 (45%) 18 (41%) 14 (30%)

Of the patients completing the treatment period without deviations from the protocol, 

only 30-40% completed the 12 month follow up questionnaires.

Protocol deviants

The first planned review was 3 months after cessation of the treatment. Some patients 

contacted us sooner because they were concerned about their facial pain. Many of
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these requested a continuation of the original trial prescription, some requested a 

different type of medication. Deviations from the protocol were allowed when the 

patients expressed dissatisfaction with the treatment for their pain. The protocol 

deviations for the follow up period are shown in Table 29.

Table 29. Protocol deviations from the end of treatment up to 12 months.

Non Compliance between 3 and 12 months

Compliance at 1 year/ Restarted or Other drugs Additional
compliance at 3 months did not stop CBT

trial drugs

Placebo (10/29) 7 (24%) 8 (28%) 8 (28%)

Fluoxetine (11/32) 12 (37%) 6 (19%) 8 (25%)

Placebo + CBT (15/29) 4 (14%) 5 (17%) -

Fluoxetine + CBT (13/26) 4 (15%) 4 (15%) -

Patients could deviate from the protocol in any of the above ways and with any 

combination of the possible treatments. There were no significant differences in 

protocol deviations between groups, although there appears to be a trend towards 

greater compliance within the CBT groups, and greater numbers of patients 

continuing/restarting fluoxetine if they were initially in a drug only group. In the 

placebo group there was a higher percentage of patients choosing alternative drug
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therapy, and a quarter of patients receiving drug only (placebo or fluoxetine) had 

additional CBT.

A graphical representation of protocol deviations is shown in Figure 16. Twenty-five 

to thirty-five percent of patients stopped attending during treatment or follow up, we 

have little data on these patients, few agreed to return or complete questionnaires.
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Chapter 7 Treatment outcome - results

Outcome measures

The outcome measures at one year were analysed using a non parametric intra group 

test of significance (Friedman two-way anova) only those patients who did not violate 

the protocol were included in the analysis. With increasing protocol deviation, 

incomplete data and drop out with time, the numbers of patients available for this 

analysis were small. The patient numbers (percent of patients who started treatment) 

available for this analysis are shown in Table 30.

Table 30. Patients available for analysis at one year

Treatment Number (% of those Incomplete

Group starting treatment) data

Placebo 7 (16%) 1

Fluoxetine 12 (26%) 5

Placebo + CBT 15 (33%) 2

Fluoxetine + CBT 12 (28%) 7

It should be noted from Table 28. that the initial scores from these patients appear to 

be lower than those reported in the treatment period of the trial (See Tables 21. and
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22.). This group of patients therefore represent a less severely affected (i.e. with lower 

scores) group of patients than the original treatment group.

Pain severity

The median pain scores and quartiles are shown in Table 31. The only differences in 

pain severity over the follow up period were found in placebo groups. It may be that 

the reduction in scores is a function of constant reassurance and variation over time 

rather than a treatment specific effect. In the placebo only group the median MPQ 

sensory and total scores were reduced from 16.6 to 9.0 (X2=12.7, p<0.01) and 13.3

to 2.3 (2C2=10.0, p<0.05) respectively. The median MPQ PPI score was reduced in the

placebo and CBT group from 2 to 1 (X 2=7.9, p<0.05).
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Chapter 7 Treatment outcome - results

Psychological aspects o f  pain

The measures of control, interference and distress analysed showed no differences over 

the follow up period. There was a trend in patients originally taking fluoxetine either 

alone or with CBT towards increasing distress at 12 months. The median scores with 

quartiles are shown in Table 32.

M ood

Depression scores worsened in the fluoxetine and CBT group during the follow up 

period, the median scores increased from 4.5 to 6.5 (X2=8.4, p<0.05), although these 

scores are within the normal range. State anxiety scores reduced in the placebo group 

from 3.3 to 1.9 (*£2=8.4, p<0.05). The placebo and CBT group showed a significant

decrease (X2=9.6, p<0.05) in mean ranking of the state anxiety score (although a 2 

point rise in median score). The median scores are shown in Table 32.
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Chapter 7 Treatment outcome - results

Clinical significance

In an attempt to gain maximum information concerning the outcome multiple 

regression analysis was performed. It should be noted that although the outcome 

measures met assumptions for multiple regression, pain scores can not strictly be 

regarded as parametric because of its ordinal scales rather than interval scales. This 

should be taken into account while results are presented.

Pain severity

A standard multiple regression was performed between the last measured MPI severity 

score as the dependent variable and initial MPI severity score, time of last score, drug 

and type of protocol deviation as independent variables. Evaluations of assumptions 

were undertaken to assess normality, linearity and homoscedasticity of residuals. These 

assumptions were met. There were no outliers. Table 33. displays the correlations 

between the variables, the unstandardised regression coefficients (B) and intercept, the 

standardised regression coefficients (Beta), the semipartial correlations (sr) and R, R2, 

and adjusted R2. R for regression was significantly different from zero, F (6, 132) = 

4.73, p<0.001.

The two regression coefficients that differed from zero were initial MPI severity and 

time of the last severity score. Thus for every 1 unit increase in initial MPI severity 

there will be an average increase by a factor of 0.41 in the last MPI severity score
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(95% confidence intervals 0.21 to 0.62). Similarly for every 1 unit increase in time 

(1 month) to last severity score there will be an average decrease in the last severity 

score by a factor of .09 (95% confidence intervals -0.001 to -0.171).

This showed that only two of the independent variables contributed significantly to the 

prediction of the last pain severity score initial MPI severity (sr2 = .097) and time of 

last MPI severity score (sr2 = .021). That is the initial MPI pain severity contributes 

to 9.7% and the time of last severity score 2% of the variability in the last pain 

severity score. The six independent variables in combination contributed another .06 

(6%) in shared variability. Altogether 18% (14% adjusted) of the variability in last 

pain severity was predicted by knowing scores on these six variables.
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Chapter 7 Treatment outcome - results

Pain Interference

A standard multiple regression was performed between the last measured MPI 

interference score as the dependent variable and initial MPI interference score, time 

of last score, drug and type of protocol deviation as independent variables. Evaluations 

of assumptions were again undertaken to assess normality, linearity and 

homoscedasticity of residuals, all assumptions were met except for homoscedasticity 

and normality of interference scores and time. Interference scores were transformed 

by square root and time was transformed by reflection and square root. There were no 

outliers. Table 34. displays the correlations between the variables, the unstandardised 

regression coefficients (B) and intercept, the standardised regression coefficients 

(Beta), the semipartial correlations (sr2) and R, R2, and adjusted R2. R for regression 

was significantly different from zero, F (7, 130) = 16.81, p<0.001. The two regression 

coefficients that differed from zero were the initial MPI interference and compliance 

with the protocol. For every 1 unit increase in initial interference scores there will be 

an average increase of the last MPI interference score by a factor of 1.63 (95% 

confidence intervals: 1.298 to 1.970). Also when changing from not compliant to 

compliant the last interference score will increase by an average of 0.69 (95% 

confidence limits: 0.1613 to 1.222).

Only two of the independent variables contributed significantly to prediction of the 

last pain interference score initial MPI interference (sr2 = .374) and compliance with
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the protocol (sr2 = .027). Therefore the initial interference score contributed to 37% 

of the variability and compliance with the protocol contributed to 27% of the 

variability of the last MPI interference with life score. The six independent variables 

in combination contributed another .35 (35%) in shared variability. Altogether 48% 

(45% adjusted) of the variability in last pain interference was predicted by knowing 

scores on these six variables.
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Treatment outcome discussion
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The three month treatment period

(i.e. from 6 weeks after baseline to 18 weeks after baseline; see Figure 3.)

From the graphical representations of the results (Figures 14 and 15) it would appear 

that changes occurred following the consultation and before the beginning of 

treatment, these apparent score changes were not statistically significant. It would not 

be unreasonable to assume that the initial consultation process had some affect upon 

the outcome variables. The mechanism for this may be by reassurance or regression 

to the mean (Whitney and Von Korff, 1992)

Dropout and Compliance

Dropout

Most studies do not report or discuss dropout data and hence comparison with other 

studies is difficult. The dropout rate which was about a quarter of all patients in this 

study was comparable to a similar study of TMJ pain patients by Dworkin et a l, 

(1995). In this study the dropout was highest in the groups with CBT and placebo 

treatments. It is not clear why this should be the case. It is possible that those patients 

who did not experience side effects may have assumed that they were taking the (‘no 

treatment’) placebo. The issues relating to dropout are complicated by many social, 

psychological and clinical factors (Turk and Rudy, 1990). It is also possible that 

dropout may be due to the increased time requirement of hospital visits by CBT. In 

other studies comparing CBT with routine treatment, where the number of visits was 

controlled (i.e. equal numbers of hospital visits for all arms of the study), higher 

dropout rates (of the order of 45-69%) have occurred (Pilowsky et al, 1995, Funch and 

Gale, 1986). The dropout rate may have been lower in the fluoxetine group because 

of the increased numbers (ns) of AFP patients, these patients tend to have more pain 

and distress, and would perhaps, be less likely to dropout. Higher dropout rates in the 

CBT groups may also be explained by the characteristics of CBT which encourages 

patients in the self management of their pain, requiring more time and commitment
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from patients than routine medical treatment. Pilowsky et al (1995) have also 

suggested, similarly, that patients find CBT more demanding and feel threatened by 

its psychological nature, tending to chose a non psychologist based treatment.

They also suggest that studies should be conducted so that patients see only one 

clinician, thus offsetting the possible swamping effect of a dominant clinician. In this 

study it seemed that having two clinicians could have lead to mixed messages being 

given to the patient. The psychologist, not trying to cure, but aiming instead for better 

coping with the pain; whilst the surgeon was aiming for cure with the medication with 

better coping. A lower dropout rate it is thought may have been achieved by having 

an agreed shared model of care thus reducing patient confusion.

Compliance

Two to ten percent of patients per group were unable to comply with the protocol 

because of severe side effects, more frequent side effects being found in the fluoxetine 

groups. The rate of side effects was, as would be expected, less in the placebo group. 

With the patients remaining in the trial there was no apparent lack of compliance 

although drug levels were not measured, and can only be assumed from patient 

reporting.

Ten to fifteen percent of patients who were not allocated CBT for treatment requested 

this at some point during follow up. It is likely that these patients were concerned or
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dissatisfied with their initial treatment because of the lack of a treatment that had been 

suggested as the best option; this may be reflected in their pain or mood scores during 

treatment and follow up. There is evidence that suggests that patients do best when 

they receive the treatment that they desire (Zelen, 1990) even as part of a controlled 

trial. It is possible that the design of the randomisation here (as compared to 

randomised consent; Zelen, 1990) limited success as a result. There did not appear to 

be any difference between drug groups in the request for a change or continuance of 

medication. There was an increased proportion of patients within non CBT groups 

who requested further medication, this is not surprising as one of the goals of CBT 

is to reduce patients reliance upon medication. Providing further medication does, 

however, conflict with the aim of the trial to assess the effectiveness of Fluoxetine for 

pain treatment. The assessment of fluoxetine is thus limited to the initial three months 

only. There was however some concern that patients may have felt under implicit 

pressure from the psychologist to stay drug free.
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Treatment outcome

Ideally to assess clinical utility all clinical trials should undergo an intention to treat 

analysis. However, as only 20-30% of patients were able to comply with the protocol, 

it was felt that intention to treat analysis of an obviously inappropriate clinical 

protocol would not reveal any helpful information. The analysis and results are shown 

in Appendix 12.

Analysis of compliant patients, however, gives an assessment of the possible outcome, 

in a previously untested treatment regime, in an ideal clinical situation. This analysis 

would inevitably give an overstated prediction of possible outcome for a specific 

clinical population, but would give a clinically useful indicator of possible success in 

an individual compliant patient, and as such would give some evidence to the utility 

of this new treatment modality.

Pain severity

It has been demonstrated in this trial that fluoxetine can improve several measures of 

pain severity in a non depressed group of chronic facial pain patients. Pain severity 

measured by two different pain scales consistently showed an improvement of median 

pain scores where active drug was part of the treatment. It would appear that pain 

reduction can be independent of change in depression scores. CBT intervention did not 

appear to have any effect upon pain severity, as has been found in other chronic pain
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studies (Spence, 1989, Nicholas et al, 1992; Pilowsky et al, 1995 and Skinner at al, 

1990).

Psychological aspects o f  pain

The MPI interference scores were reduced by all except the placebo intervention. 

There are many factors which influence the extent of interference caused by pain. In 

this study pain severity, distress and control were measured. It is likely that these 

along with other factors contribute to pain interference to varying degrees in different 

individuals. The literature on interference following a period of CBT is not at all 

conclusive; in addition numerous rating scales are used to measure interference, 

making comparisons between trials difficult. It has however been suggested that 

interference improvements occuring following CBT are maintained long term 

(Dworkin et al, 1994).

Pain frequently alters patients’ perceptions and feelings about the control they have 

over their life. CBT was developed in part to improve control and is shown here to 

be effective in a group of mixed chronicity CIFP patients following CBT. These 

findings concur with Skinner et al, (1990), who in addition showed improvements to 

be maintained for 4 weeks post treatment. Our results support the use of CBT, over 

a three month treatment period, as an effective part of management in pains of 

differing duration. However, initial improvements do not appear to be maintained 

during follow up in this study in contrast to other workers findings (Dworkin et al,
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1994). It is suggested that if financial restraints allow, CBT should not be reserved 

merely for those with pain refractory to traditional therapy. It was our impression that 

CBT may have effects upon health care utilization (patients rarely requested post 

treatment intervention) which were not investigated in this study. Control may be the 

essential link between the patients’ pain and their repeated need for visits, and further 

investigation of this is merited.

Distress was reduced in patients in treatment groups containing the active drug, where 

a reduction in pain severity occurred. CBT alone did not appear to decrease distress. 

This is in contrast to an interventional study, in a mixed chronic pain group (Skinner 

at a I, 1990) where a reduction in distress was demonstrated despite there being no 

improvement in pain severity. It is possible that our group of patients were less 

distressed, however, a comparison of the distress levels in the two study groups is not 

possible because of the different rating scales used. It is possible that fluoxetine has 

a psychotropic action independent of reduction of pain severity, which is not measured 

by our mood or pain scales. The reduced affective and total MPQ scores in the drug 

only group may also suggest a selective action of the drug on the affective component 

of pain and this may be partly dependent upon the psychotropic nature of the drug.
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The follow up period

(end of treatment to one year after start of treatment, see Figure 3.)

Compliance

As a result of protocol deviation and dropout there were few patients available who 

had complied with the protocol for the whole 12 month period for follow up data 

analysis. This tended to reduce the power of the groups for significance testing. 

Significant improvements the follow up period were only found in patients who had 

only taken the placebo. Most outcome measures showed no change. This suggests that 

withdrawal of fluoxetine therapy had an adverse effect. Similar work (Harris and 

Feinmann, 1984) found that withdrawal of antidepressant medication within 6 months 

of therapy was associated with relapse. It is apparent that only patients who at the end 

of the 3 month treatment period had lower median pain scores than that achieved by 

any of the groups at the end of the treatment phase were able to comply with the 

protocol; others demanded additional drug or CBT. This suggests a bias in the follow 

up protocol against initial non responders and/or a bias towards patients with low pain 

severity and interference.

Treatment Outcome

Pain severity

The multiple regression analysis showed that only 18% of last pain severity scores 

was able to be predicted by the variables measured in this study. It is likely that there
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were many other factors, which were not apparently measured, influencing pain 

severity. Increasing time during follow up reduces the chance of an improved pain 

severity if fluoxetine is stopped, again supporting the suggestion that 3 months 

antidepressant treatment is inadequate for chronic pain. The use of fluoxetine is not 

predictive of pain reduction, in contrast to that shown by the logistic regression after 

the treatment phase. As previously mentioned, the protocol may have biased against 

the reduction of pain severity by stopping the drug at 3 months. The complexity of 

pain severity reduction is very poorly understood and may require investigation at a 

much more basic and perhaps qualitative level.

Psychological aspects of pain

Forty-eight percent of pain interference change could be accounted for by measured 

variables. Compliance with the protocol and the initial interference being the only 

significant predictors of improved interference. Initial pain interference scores were 

the most predictive of last interference scores and suggests that little improvement was 

made by our interventions.

Summary

The majority of results reported here are solely from those with questionnaire data 

who complied with the protocol. The analysis does therefore not constitute an 

intention to treat analysis. Such an analysis is recommended for outcome studies 

(Pocock, 1983). However with little information from the non completers available
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combined with the self report nature of the outcome data it was felt that an intention 

to treat analysis would not give a good indication of the maximum possible effects of 

treatment. This analysis shows the potential improvement possible with apparent 

compliance. It is suggested as appropriate in this trial given that the efficacy of 

fluoxetine and the usefulness of CBT with CIFP patients was unknown.

Predictors of treatment success were mainly dependent upon initial pain factors. 

Patients more affected by the pain were more difficult to treat effectively by the trial 

protocol. However, the regression analysis suggests that the use of fluoxetine rather 

than placebo doubles the likelihood of a favourable pain severity outcome. Similarly 

clinical practice suggests that larger doses of fluoxetine appear to be more effective 

in treating CIFP. The dosage used in this trial protocol limited the possible benefits 

of the active drug.

After 3 months treatment the antidepressant medication is effective in reducing pain 

severity and distress in non depressed patients with chronic idiopathic facial pain. In 

addition combining drug treatment with CBT reduces the amount the pain interferes 

in patients’ lives and increases the control they feel. It is suggested that three months 

treatment of fluoxetine is effective in managing CIFP, and that CBT can improve 

patients control. Each treatment can be prescribed as appropriate for each individual 

patients’ needs.
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Chapter 9 General discussion

Whilst the population of CIFP patients attending for consultation was probably a 

biased sample; the study provides useful data on those patients successfully referred; 

factors influencing patients acceptance of treatment; and the usefulness of both 

fluoxetine and CBT in the treatment of CIFP.

Patients with CIFP had pain for longer than the comparison group (of non chronic 

facial pains), and were more psychologically affected. Of the psychological 

associations with chronic pain, depression has been most investigated, originally being 

considered an aetiological factor. No good data has been produced to assume that 

psychologically vulnerability leads to the development of chronic pain. Most of the 

original thoughts in this area were developed from highly selected pain clinic run by 

psychiatrists; and so such populations and are now being reconsidered. Both the 

natural history of CIFP and the consultation process need to be investigated to assess 

their affect upon psychological parameters. It is suggested that continuing pain along 

with inconclusive and unsatisfactory consultations can promote psychological 

disturbance.

Socioeconomic and severity factors appear to be important in predicting those patients 

that will accept treatment. The same factors may affect all health care seeking in some 

way. Time availability appears to be a major influence upon attendance and 

acceptance of treatment, possibly in conjunction with financial factors, in most patients
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for whom the CIFP does not represent a major disabling condition. It is suggested that 

for those patients in whom the pain is not very severe and has little effect upon their 

lives, little effort is made to deal with the pain. This study suggests that the more 

severe the pain and the more affect upon patients lives the pain has leads to greater 

efforts by the patients for treatment uptake; and possible treatment seeking. Patients 

obviously have to balance the potential losses and gain associated with attendance and 

treatment. For these relatively psychologically unaffected patients, the high cost of 

treatment which includes time: lost from work, lost from home; potential financial 

loss: cost of transport to hospital, loss of earnings; were not acceptable in contrast to 

those more affected both physically and psychologically by the pain. In other 

chronically disabled pain groups, other factors (particulary gain: psychological and 

financial) have been noted but this does not appear to apply to this ’mildly affected’ 

group.

Recruitment for the treatment trial was difficult. Only 1 in 5 patients screened 

accepted trial treatment, which was probably a reflection of both the relatively mild 

symptoms; both psychological and physical; experienced together with the frequency 

of hospital visits required along with the possibility of placebo treatment. This raises 

the important question whether CBT is a viable possibility to offer patients, as 

relatively few patients appear to accept it. There is, however, no data to support the 

assumption that 1 in 5 patients accepting treatment is less than other comparative 

groups.
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Over the 3 month treatment period both fluoxetine and CBT showed statistically 

significant reductions of pain severity and interference respectively. Both treatments 

appeared to be useful in the short term, but the extent of the usefulness of fluoxetine 

was not fully investigated. The design of the study was biased towards CBT. The dose 

of fluoxetine was fixed at the minimum prescribable dose and was not titrated to 

achieve maximum effects. The protocol determined that the fluoxetine was stopped 

after the 3 month treatment period, and resulted in an inevitable relapse. This relapse 

has been shown with other antidepressants (Feinmann and Harris, 1984).

The biasing of the study was probably useful, if detectable changes were to be 

attributable to CBT. Previous studies have only shown limited changes with CBT in 

arguably more severely affected patients. Doubt has to be raised over the efficacy 

measures chosen to assess the outcome in CBT. Other studies use different measures 

of success of CBT. Using the same measures of treatment outcome, as other studies, 

would have allowed comparison between groups.

A possible measure of the success of CBT may be the reduced frequency with which 

those patients having CBT requested alternative treatments (see Table 27.). It is 

possible that this is a crude measurement of possible future health care utilisation; 

although the influence of the psychologist, upon those patients having CBT, to not 

seek further treatment should not be ignored.
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The trial protocol was unable to be adhered to by all but the least affected patients (at 

the beginning of the trial) and is obviously not an appropriate protocol for treatment 

of the majority of CIFP patients. The proposed treatment was inadequate to control 

pain for most patients; they did not have a good outcome; and many dropped out of 

treatment.

The clinical impression differed from that obtained by the analysis. It was considered 

that: those who did well from the drug maintained their changes throughout the trial. 

Similarly, if patients did well from the CBT these changes were also maintained also 

patients appeared to do better on CBT if their anxiety had been reduced as a function 

of the drug. It was felt by both clinicians (SH and LG) that the improvements in the 

patients who had received CBT were not shown by any of the outcome measures.

It is felt that the trial was very ambitious and possibly tried to assess too much. The 

effectiveness of neither fluoxetine or CBT had been previously shown, with CIFP 

patients, in a pilot study. Although short term statistical difference is shown in this 

study. No evidence exists that after one year patients are improved in any way.
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Conclusions

The majority of patients seen within the facial pain clinic were referred by their 

general dental practitioner. Those with CIFP had had pain for a longer time than those 

with dental pain and were more psychologically affected. This group of patients did 

not have abnormally high levels of depression or anxiety.

Reassurance was effective treatment in over 40% of the patients with CIFP. Their 

primary practitioners had not provided adequate explanation and reassurance for these 

patients.

Patients with greater pain severity were more likely to accept hospital treatment.

Only a quarter of patients screened within the facial pain clinic accepted treatment 

within the trial.

Three months treatment with fluoxetine (20mg) was effective in reducing pain severity 

and distress in patients with CIFP, but the treatment should not be discontinued at this 

time as it will lead to relapse of symptoms. Exploration of an increased dose would 

have also been helpful.

CBT increased the patients feelings of control and reduced the amount the pain 

interfered in their lives. However, although these results were apparent at 3 months,
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they were not maintained at one year, despite continued (top-up) sessions. CBT should 

not be recommended for initial treatment of CIFP.

The trial protocol was not an appropriate clinical protocol and should not be instituted 

as such, drug treatment should be maintained for longer than 3 months.

Clinical implications o f conclusions

As over 40% of patients were successfully reassured, many of these patients should 

be managed by primary care practitioners. Funding for both treatment (reassurance) 

of patients and training of practitioners needs to be provided.

Little psychopathology was detected in the patient group, treatment may easily be 

given by appropriately trained dentists and few liaison psychiatrists are required 

countrywide (in specialist units only) for treatment of those patients with 

psychopathology.

The relatively few side effects of fluoxetine make it an important choice for 

management.

The use of fluoxetine should be considered alongside other routinely used drug 

treatments in CIFP. The cost of one months treatment with fluoxetine is greater, than 

more traditional antidepressants (for instance dothiepin, £36 as compared to £2). A 

drop in cost of this group of drugs is anticipated, but will still require additional 

funding.
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Recommendations

A large scale epidemiological study needs to be undertaken to investigate the 

prevalence of CIFP in the UK to attempt to identify treatment needs.

Education of the medical and dental professions concerning CIFP needs to be 

addressed, as perhaps does funding for GDP’s for advising patients, to ensure that 

patients receive appropriate counselling at a primary care level, and only those in need 

of treatment are referred to secondary care.

Evidenced based medicine needs to be embraced by more of the dental and medical 

profession to ensure appropriate treatment is undertaken and that inappropriate 

treatment is not undertaken.

The introduction of fluoxetine as a standard treatment for CIFP, requires further 

extended studies to compare with standard treatments for all aspects of outcome.

CBT be reserved for those patients with severe psychological or behavioural aspects 

to their facial pain
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Facial arthromyalgia

Aching in the TMJ and muscles of mastication plus, in some cases, an occasional brief 

severe pain on chewing, possibly leading to restricted jaw movement (after Merskey 

and Bogduk, 1994).

Atypical Facial pain

i. the pain should be present daily and persist for most or all of the day

ii. it should be confined at onset to a limited area of one or both sides of the face, but 

may spread to the upper or lower jaws and a wider area of the face or neck

iii. the pain should be described as deep and poorly localised

iv. pain should not be associated with sensory loss or other physical signs

v. laboratory investigations should not demonstrate relevant abnormalities.

The pain may be initiated by trauma, but persist without any demonstrable local cause 

(Olesen, 1988).

Atypical odontalgia

Severe throbbing pain in the tooth without major pathology (Merskey and Bogduk, 

1994).

Oral dysaesthesia

Burning pain in the tongue from any cause (Merskey and Bogduk, 1994).
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Eastman Dental Hospital
Special Health Authority

I  : I n i l  | I  1r inirinnrirrm r i Uli

Information on

FACIAL PAIN 
AND 

THE EASTMAN 
FACIAL PAIN PROJECT

For m ore  information te le p h o n e  0171*915 1021
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Information on Facial Pain

T he  results of your investigations shew  tha t you nave no sign of 
d ise a se .  Many people  have pain without d is e a s e .  This leaflet teils 
you m ore about th e  pain you have.

Most too thache  and  o ther  denta l p rob lem s  are  fairly 
straightforward an d  respond  to s ta n d a rd  trea tm en t.  O th e r  pains  
m ay go  on for s o m e  time an d  a re  m ore  com plica ted . T h e re  are  a 
n u m b e r  of s u ch  conditions:

Facial Arthromyalgia:
This is a  dull a c h e  with o ccas io n a l  s e v e re  a t tacks  affecting your 
jaw joint and  its m uscles .  You m ay a lso  have  clicking in the  joint, 
difficulty open ing  your m outh an d  s p a s m  in th e  jaw m u sc le s  
which extend into the  h e a d  a n a  dow n into th e  neck . Ear 
sym ptom s, su ch  a s  a  s e n s e  of fu llness  or buzzing  an d  d izz iness  
m ay  a lso  occur.

Atypical Facial Pain:
This is a dull ache , or s h a rp  pain  which m ay be in th e  cheeks,  
eyes ,  jaws an d  all non -m uscu la r  par ts  of th e  face. T h e  pain may 
c o m e  and  go and  m ay feel w orse w hen  you a re  tired a n d  u nder  
s tress .

' Atypical Odontalgia:
This is a  con tinuous  pain or s ev e re  d iscom fort in th e  te e th  or in 
th e  tooth socket after an  extraction, in th e  a b s e n c e  of any  usual 
den ta l cause .  T he  pain m ay be  m a d e  w orse  by den ta l t rea tm en t 
an d  m ay move from tooth to tooth.

Oral Dysaesthesia:
This is a  group of p rob lem s which inc lude a  burn ing  or a ltered 
feeling in the  to n g u e  or g u m s  or a  nasty  taste. S o m e  pa tien ts  feel 
they  have a  c h a n g e  in th e  a m o u n t  of saliva in their mouth.
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It may also be difficult for you to wear dentures or to tolerate new 
crowns or bridges, despite many attempts to help you.

Another related problem is an unpleasant awareness that your 
teeth do not meet comfortably. This is called Phantom Bite 
Syndrome.

Our research shows that stress is a major influence in chronic 
facial pain. Everyone responds to stress with physical bodily 
changes. When some people feel anxious their hearts beat faster 
and they sweat. Most people also have one bodily system that 
seems to respond most. In some people the muscles of their head 
and neck become very tense, and they get headaches. In other 
people their digestive system is most responsive and these people 
are likely to develop ulcers. It seems that some people develop 
areas in the face that may respond excessively to stress. At this 
clinic we are doing research on facial pain to look at different 
treatments which may help patients.

Facial pain often persists for long periods of time. It may vary in 
intensity according to how you feel. Thoughts or feelings about the 
discomfort may affect your mood and make it more difficult to 
cope with other stresses in your life such as your job, money 
problems or your personal relationships.

The best approach to the treatment of this problem may vary 
according to the needs of the individual. It might include stress 
management, learning to relax, taking medication and learning 
ways of coping with pain.

312



Eastm an Facial Pain Project
This project a im s  to find out w hat th e  m o s t  effective w ay  of 
trea ting  chron ic  facial pain  is. It is a  trial c o m p a r in g  different 
ty p e s  of t rea tm e n t  including those  listed above . T he  t re a tm e n ts  
we a re  co m p ar in g  are  d rug  trea tm ent a n d  d ru g  in com bina tion  
with cognitive therapy. T here  a re  two d ru g s  b e in g  u s e d  in the 
trial:

- A n ti-d ep re ssan ts
- Placebo

T he a n t i -d e p re s sa n t  w e are  using is a  d ru g  w hich  is currently  
u s e d  to trea t d e p re s s io n .  Clinical e x p e r ie n c e  s u g g e s t s  tha t it is 
effective in trea ting  pain in the short  term .

T h e  p la c e b o  w orks in a  different way from th e  a n t i -d e p re s sa n t .  
P la c e b o s  c a n  b e  very effective in trea ting  a  r a n g e  of cond itions  
an d  it s e e m s ,  m ay  work by stimulating the  b o d y 's  na tu ra l pain 
relievers  “ e n d o rp h in ’'. They are  known to h av e  a  sh o r t  term 
effect on pain.

T he  aim of the  cognitive therapy  is to equ ip  p a t ien ts  with a 
variety of s tra te g ie s  which they can  u s e  to m a n a g e  their pain. 
T h e s e  include: pain and  s tre s s  m a n a g e m e n t ,  le a rn ing  to relax 
an d  to m a n a g e  negative  thoughts. Cognitive th e ra p y  h a s  b e e n  
show n  to b e  affect ive  in treating o ther  pain  cond itions , a n d  will 
b e  carr ied  ou t by a clinical psychologist.

If you en ter  the  trial you will be random ly  a s s ig n e d  to o n e  of 
the  four p o ss ib le  t rea tm e n ts - (an ti-d e p re ssan t  with or w ithout 
cognitive the rapy  or p laceb o  with or w ithout cogn itive  therapy.) »

If you have  any  q u es tio n s  abou t this last po in t or a b o u t  any 
o th e r  a s p e c t  of the  study, a m e m b e r  of the  E a s tm a n  facial pain 
te am  will be  g lad  to an sw er any querie s .

C.S. Printers Ltd., Maidstone. Kant
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Pain Cognitions Questionnaire 327

Speilberger State and Trait Anxiety Inventory 328

Short Form McGill Pain Questionnaire 325

Kellner Illness Attitudes Scale 330

Pain Beliefs Questionnaire 331

Beck Depression Inventory 332
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MULTIDIMENSIONAL PAIN INVENTORY

Date:.

Name:.
First Initials Surname/family name

Age:.

Sex:.

Main site of pain:___________________________________________________

When did pain start?__________________

Instructions

An important part of our evaluation includes examination of pain from your perspective 
because you know your pain better than anyone else. The following questions are designed 
to help us learn more about your pain and how it affects your life.

Under each question is a scale to mark your answer. Read each question carefully and then 
circle a number on the scale under that question to indicate how that specific question applies 
to you. An example may help you to understand better how you should answer these 
questions.

Example

^How nervous are you when you ride in car when the traffic is heavy?

If you are not at all nervous when riding in a car in heavy traffic, you would want to circle 
the number 0. If you are very nervous when riding in a car in heavy traffic, you would then 
circle the number 6. Lower numbers would be used for less nervousness, and higher numbers 
for more nervousness.

0 1 
Not at all

2 3 4 5 6
Extremely

nervousnervous

Go to next page
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Section 1

1 Rate the level of your pain at the present moment.

0 1 2 3 4 5 6
No Pain Very intense pain

In general, how much does your pain interfere with your day to day activities?

0 1 2 3 4 5 6
No interference Extreme interference

Since the time your pain began, how much has your pain changed your ability to 
work?  Tick here if you have retired for reasons other than your pain.

0 1 2 3 4 5 6
No change Extreme change

How much has your pain changed the amount of satisfaction or enjoyment you get 
from taking part in social and recreational activities? t,

0 1 2 3 4 5 6
No change Extreme change

How supportive or helpful is your spouse or significant other person to you in relation 
to your pain?

0 1 2 3 4 5 6
Not at all Extremely
supportive supportive

^6 Rate your overall mood during the past week.

0 1 2 3 4 5 6
Extremely Extremely
low high

How much has your pain interfered with your ability to get enough sleep?

0 1 2 3 4 5 6
No interference Extreme interference

Go to next page
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8 On average, how severe has your pain been during the last week?

0 1 2 3 4 5 6
Not at all Extremely
severe severe

9 How able are you to predict when your pain will start, get better, or get worse?

0 1 2 3 4 5 6
Not at all Very able to
able to predict predict

10 How much has your pain changed your ability to take part in recreational and other 
social activities?

0 1 2 3 4 5 6
No change Extreme change

11 How much do you limit your activities in order to keep your pain from getting worse?

0 1 2 3 4 5 6
Not at all Very much

12 How much has your pain changed the amount of satisfaction or enjoyment you get 
from your family-related activities?

0 1 2 3 4 5 6
No change Extreme change

13 How worried about you is your spouse or significant other person because of your 
pain?

0 1 2 3 4 5 6
Not at all Extremely
worried worried

14 During the past week how much control do you feel that you have had over your life?

0 1 2 3 4 5 6
No control Extreme control

Go to next page
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How much control do you feel that you have over your pain?

0 1 2 3 4 5 6
No control A great deal
at all of control

How much has your pain changed your ability to do household chores?

0 1 2 3 4 5 6
No change Extreme change

During the past week, how successful were you in coping with stressful situations in 
your life?

0 1 2 3 4 5 6
Not at all Extremely
successful successful

How much has your pain interfered with your ability to plan activities?

0 1 2 3 4 5 6
No change Extreme change

During the past week how irritable have you been?

0 1 2 3 4 5 6
Not at all Extremely
irritable irritable

How much has your pain changed or interfered with your friendships with people other 
than your family?

0 1 2 3 4 5 6
No change Extreme change

During the past week how tense or anxious have you been?

0 1 2 3 4 5 6
Not at all Extremely
tense or anxious tense or anxious

Go to next page



Section II

In this section, we arc interested in knowing how your spouse or significant other person 
responds to you when he or she knows that you are in pain. On the scale listed below each 
question, circle a number to indicate how often your spouse or significant other person 
responds to you in that particular way when you are in pain. Please answer all of the 14 
questions.

1 Ignores me.

0 1 2 3 4 5 6
Never Very often

Asks me what he/she can do to help.

Reads to me.

0 1 2 3 4 5 6
Never Very often

0 1 2 3 4 5 6
Never Very often

Gets irritated with me.

0 1 2 3 4 5 6
Never Very often

Takes over my jobs or duties.

0 1 2 3 4 5 6
Never Very often

Talks to me about something else to take my mind off the pain.

0 1 2 3 4 5 6
Never Very often

Go to next page
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Gets frustrated with me.

0 1 
Never

Tries to get me to rest.

0 1 
Never

9 Tries to involve me in some activity.

0 1 2  3 4
Never

10 Gets angry with me.

0 1 
Never

11 Gets me pain medication.

0 1 
Never

12 Encourages me to work on a hobby.

0 1 2  3 4
Never

13 Gets me something to eat or drink.

0 1 2  3
Never

14 Turns on the TV to take my mind off my pain.

0 1 2 3 4 5
Never

6
Very often

6
Very often

6
Very often

6
Very often

6
Very often

6
Very often

6
Very often

6
Very often

Go to next page
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Section lU

Listed below are 24 common activities. Please indicate how often you do each of these by 
circling a number on the scale below each activity. Please complete all 24 questions.

1 Wash dishes.

0 1 2 3 4 5 6
Never Very often

Mow the lawn. Tick here if you do not have a lawn to mow.

0 1 2 3 4 5 6
Never Very often

Go out to eat

0 1 2 3 4 5 6
Never Very often

Play cards or other games.

0 1 2 3 4 5 6
Never Very often

Go grocery shopping.

0 1 2 3 4 5 6
Never Very often

Work in the garden.  Tick here if you do not have a garden.

0 1 2 3 4 5 6
Never Very often

Go to a movie.

0 1 2 3 4 5 6
Never Very often

Go to next page
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8 Visii friends.

0 1 2 3 4 5 6
Never Very often

9 Help with the house cleaning.

0 1 2 3 4 5 6
Never Very often

10 Work on the car.  Tick here if you do not have a car.

0 1 2 3 4 5 6
Never Very often

11 Take a ride in a car or bus.

0 1 2 3 4 5 6
Never Very often

12 Visit relatives.  Tick here if you do not have relatives within 100 miles.

0 1 2 3 4 5 6
Never Very often

13 Prepare a meal.

0 1 2 3 4 5 6
Never Very often

14 Wash the car. ____  Tick here if you do not have a car.

0 1 2 3 4 5 6
Never Very often

15 Take a trip.

0 1 2 3 4 5 6
Never Very often

Go to next page
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16 Go to a park or beach.

0 1 2 3 4 5 6
Never Very often

17 Do the laundry.

0 1 2 3 4 5 6
Never Very often

18 Work on a needed household repair.

0 1 2 3 4 5 6
Never Very often

19 Engage in sexual activities.

0 1 2 3 4 5 6
Never Very often

20 Drive a car or motorbike.  Tick here if you do not have a car or motorbike.

0 1 2 3 4 5 6
Never Very often

21 Read a book, magazine or newspaper.

0 1 2 3 4 5 6
Never Very often

22 Go to the pub for a drink.

0 1 2 3 4 5 6
Never Very often

23 Spend time on a hobby, e.g knitting, woodwork, etc.

0 1 2 3 4 5 6
Never Very often

24 Spend time on a sport or physical exercise, e.g walking, keep fit, etc.

0 1 2 3 4 5 6
Never Very often
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SHORT FORM McGILL PAIN QUESTIONNAIRE

NAME:_______________________________  DATE:

Section 1.
Please answer this section with reference to the 

pain you usually suffer from. If a word does not describe your 
pain, tick "HONE" next to that word. If a word does describe your 
pain, indicate whether you experience this sensation to a "mild", 
"moderate" or "severe" degree, by ticking next to the relevant 
word. Please make sure you place a. tick in one of the categories 
for each word.

NONE MILD MODERATE SE1

THROBBING 0) 1) 2) 3)
SHOOTING 0) 1) 2) 3)
STABBING (n 1) 2) 3)
SHARP 0) 1) 2) 3)
CRAMPING 0) 1) 2) 3)
GNAWING 0) 1) 2) 3)
HOT-BURNING cn 1) 2) 3)
ACHING 0) 1) 2) 3)
HEAVY 0) 1) 2) 3)
TENDER 0) 1) 2) 3)
SPLITTING 0) 1) 2) 3)
TIRING-EXHAUSTING 0) I ) 2) 3)
SICKENING (n 1) 2) 3)
FEARFUL O') 1\ 2) 3)
PUNISHING—CRUEL 0) n 2) ... . 3)
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Section 2i Please answer this section with reference to the 
pain you have RIGHT AT THIS MOMENT.

a) Draw a line through the scale below to indicate where your
pain is at the moment (e.g.---/---), imagining that the line
indicates a ladder going from no pain to the worst possible pain.

NO WORST
-----------------------------------------------------------------------------  POSSIBLE

PAIN PAIN

b) Tick next to ONE of the following words/group of words to 
indicate how intense your pain is at the moment.

0 NO PAIN
1 MILD
2 DISCOMFORTING
3 DISTRESSING
4 HORRIBLE
5 EXCRUCIATING
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There follows a list of thoughts which patients have reported thinking when in pain. Please 
indicate how often you have had these thoughts at the time of vour pain over the last week.

Please indicate, using the scale below, how often you have each thought

PAIN COGNITIONS QUESTIONNAIRE

Not at all Sometimes Often Most of the time

1. Find yourself thinking you have given up all hope_______________ ___

2. Think of something pleasant rather than concentrate on the pain ___

3. Trust the doctors and believe they can do something ___

4. W^nt not to wake up in the morning ___

5. Take a hopeful view of things ___

6. Think that further treatment will cause more pain ___

7. Think it is unfair that you can’t do the things you used to do ___

8. Reassure yourself that you can get used to being in pain ___

9. Remind yourself about the support and encouragement you get
from other people ___

10. Think that you might become a burden to your family and fr ien d s____

11. Think that others pressurise you to do things you can’t___________ ___

12. Think that even your close friends are no help__________________ ___

13. Think that there is no-one to care about you____________________ ___

14. Think that the doctors might start to dislike you_________________ ___

15. Remind yourself that you have to be positive about the pain ___

PLEASE TURN OVER
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Name

SPTELBERGER

Date

DIRECTIONS: A number of statements which people use to describe themselves are given 
below. Read each statement carefully, and then indicate, using the scale below, how you feel 
RIGHT NOW, that is AT THIS MOMENT. Circle whichever number best indicates how you 
feel right now. There are no right or wrong answers. Do not spend too much time on any one 
statement. Please answer all the questions.

NOT AT ALL SOMEWHAT MODERATELY VERY MUCH
1 2 3 4

1) I feel calm ......................................................................  1 2  3 4

2) I feel secure....................................................................  1 2  3 4

3) I am tense.......................................................................  1 2  3 4

4) I am regretful  1 2  3 4

5) I feel at ease  1 2  3 4

6) I feel upset  1 2  3 4

7) I am presently worrying over possible misfortunes .... 1 2  3 4

8) I feel rested.....................................................................  1 2' 3 4

9) I feel anxious  1 2  3 4

10) I feel comfortable......................................................... 1 2 3 4

11) I feel self-confident.  1 2  3 4

12) I feel nervous  1 2  3 4

13) I am jittery  1 2  3 4

14) I feel "high strung"...................................................... 1 2 3 4

15) I am relaxed  1 2  3 4

16) I feel content  1 2  3 4

17) I am worried.................................................................  1 2 3 4

18) I feel over-excited and "rattled"  1 2  3 4

19) I feel joyful...................................................................  1 2 3 4

20) I feel pleasant....................................    1 2  3 4

PLEASE TURN OVER



DIRECTIONS: A number of statements which peopie use to describe themselves are given 
below. Read each statement carefully and then indicate, using the scale below, how you have 
been feeling GENERALLY in the PAST FEW WEEKS. Circle whichever number best 
indicates how you have been feeling in general. There are no right or wrong answers. Do not 
spend too much time on any one statement. Please answer all the questions.

NOT AT ALL 
1

SOMEWHAT
2

MODERATELY
3

21

22

23

24

25

26

27

28

29

30

31

32

33

34

35

36

37

38

39

40

I feel pleasant........................................................

I tire quickly.........................................................

I feel like crying...................................................

I wish I could be as happy as others seem to be

I am losing out on things because I can’t make up 
my mind soon enough.................................................

I feel rested..............................

I am "calm cool and collected"

I feel that difficulties are piling up so that I 
cannot overcome them..................................

I worry too much over something that really 
doesn’t matter....................................................

I am happy................................................

I am inclined to take things hard............

I lack self-confidence................. .............

I feel secure..............................................

I try to avoid facing a crisis or difficulty

I feel blue..................................................

I am content..............................................

Some unimportant thing runs through my 
mind and bothers me...................................

I take disappointments so keenly that I can’t put 
them out of my mind.............................................

I am a steady person.

VERY MUCH 
4

I get in a state of tension or turmoil as I think 
over my recent concerns and interests..............
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Illness Attitudes Scale

Kellner

No Rarely Sometimes Often Most of the time
1 2 3 4 5

1. Do you believe that you have a physical disease, but the 
doctors have not diagnosed it correctly?

1 2 3 4 5

2. When your doctor tells you that you have no physical disease, do you refuse to believe 
him?

1 2 3 4 5

3. When you have been told by a doctor what he found, do you soon begin to believe 
that you may have developed a new illness?

1 2 3 4 5

4. Are you afraid that you may have cancer?

1 2 3 4 5

5. Are you afraid that you may have heart disease?

1 2 3 4 5

6. Are you afraid that you may have another serious illness?

1 2 3 4 5
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PAIN BELIEFS QUESTIONNAIRE

Age: $cx: Marital Status: Occupation:

Tor tack item pCtase indicate your opinion By underlining one of tke following words in tack sentence: 

tdways /  almost always /  often /  sometimes /  mrtly /  never

There art no right or wrong answers: it is important that you respond according to your actual Beliefs, not according
to how you feel you should Believe or how you thinJfiive want you to Believe.

Tlease makj. sure that you answer ALL the questions.

1) Pain is (always/almost always/often/sometimes/rarely/never) the result of dam age to the 

tissues of the body.

2) Physical exercise (always/almost always/often/sometimes/rarely/never) makes pain worse.

3) It is (always/almost always/often/sometimes/rarely/never) impossible to do much for oneself 

to relieve pain.

4) Being anxious (always/almost always/often/sometimes/rarely/never) makes pain seem worse.

3) Experiencing pain is (always/almost always/often/sometimes/rarely/never) a sign that

something is wrong with the body.

6) Being in pain (always/almost always/often/sometimes/rarely/never) prevents you from enjoying 

hobbies and social activities.

7) When relaxed pain is (always/almost always/often/sometimes/rarely/never) easier to cope 

with.

8) The amount of pain is (always/almost always/often/sometimes/rarely/ never) related to  the 

amount of damage.

9) Thinking about pain (always/almost always/often/sometimes/rarely/never) makes it w orse.

10) It is (always/almost always/often/sometimes/rarely/never) impossible to control pain on  your 

own.

11) Pain is (always/almost always/often/sometimes/rarely/never) a sign of illness.

12) Feeling depressed (always/almost always/often/sometimes/rarely/never) makes pain seem  

worse. ■“
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NAME:.

BDI

DATE:.

This questionnaire consists of 21 groups of statements (indicated by letters A to U). After reading each 
group of statements carefully, circle the number (0,1, 2, or 3) next the one statement in each group 
which best describes the way you have been feeling the past week including today. If several 
statements within a group seem to apply equally well, circle each one.
Be sure to read all the statements in each group before making your choice.

1. 0 I do not feel sad
1 I feel sad
2 I am sad all the time and I can’t snap out of it
3 I am so sad or unhappy that I can’t stand it

2. 0 I am not particularly discouraged about the future
1 I feel discouraged about the future
2 I feel that I have nothing to look forward to
3 I feel that the future is hopeless and that things cannot improve

3. 0 I do not feel like a failure
1 I feel I have failed more than the average person
2 As I look back on my life all I can see is a lot of failures
3 I feel I am a complete failure as a person

4. 0 I get as much satisfaction out of things as I used to
1 I don’t enjoy things the way I used to
2 I don’t get real satisfaction out of anything anymore
3 I am dissatisfied or bored with everything

5. 0 I don’t feel particularly guilty
1 I feel guilty a good part of the time
2 1 feel quite guilty most of the time
3 I feel guilty all of the time

6. 0 I don’t feel I am being punished
1 I feel I may be punished
2 I expect to be punished
3 I feel I am being punished

7. 0 I don’t feel disappointed in myself
1 I am disappointed in myself
2 I am disgusted with myself
3 I hate myself

8. 0 I don’t feel I am any worse than anybody else
1  I am critical of myself for my weaknesses or mistakes
2 I blame myself all the time for my faults
3 I blame myself for everything bad that happens

9. 0 I don’t have any thoughts of killing myself
1 I have thoughts of killings myself but I would not carry them out
2 I would like to kill myself
3 I would kill myself if I had the chance

PLEASE TURN OVER
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10. 0 I don’t cry any more than usual
1 I cry more now than I used to
2 I cry all the time now
3 I used to be able to cry but now I can’t cry even though I want to

11. 0 I am no more irritated now than I ever am
1 I get annoyed or irritated more easily than I used to
2 I feel irritated all the time now
3 I don’t get irritated at all by the things that used to irritate me

12. 0 I have not lost interest in other people
1 I am less interested in other people than I used to be
2 I have lost most of my interest in other people
3 I have lost all of my interest in other people

13. 0 I make decisions about as well as I ever could
1 I put off making decisions more than I used to
2 I have greater difficulty in making decisions than before
3 I can’t make decisions at all anymore

14. 0 I don’t feel I look any worse than I used to
1 I am worried that I am looking old or unattractive
2 I feel that there are permanent changes to my appearance that make me look

unattractive
3 I believe that I look ugly

15. 0 I can work about as well as before
1 It takes an extra effort to get started at doing something
2 I have to push myself very hard to do anything
3 I can’t do any work at all

16. 0 I can sleep as well as usual
1 I don’t sleep as well as I used to
2 I wake up 1-2 hours earlier than usual and find it hard to get back to sleep
3 I wake up several hours earlier than I used to and cannot get back to sleep

17. 0 I don't get more tired than usual
1 I get tired more easily than I used to
2 I get tired from doing almost anything
3 I am too tired to do anything

18. 0 My appetite is no worse than usual
1 My appetite is not as good as it used to be
2 My appetite is much worse now
3 I have no appetite at all anymore

19. 0 I haven’t lost much weight, if any, lately
1 I have lost more than 5 pounds (2 kilos)
2 I have lost more than 10 pounds (4 kilos)
3 I have lost more than 15 pounds (7 kilos)

I am purposely trying to lose weight by eating less:
YES  NO.
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20. 0 I am no more worried about my health than usual
1 I am worried about physical problems such as aches and pains, or upset stomach,

or constipation
2 I am very worried about physical problems and it’s hard to think of much else
3 I am so worried about my physical problems that I cannot think about anything

else

21. 0 I have not noticed any recent changes in my interest in sex
1 I am less interested in sex than I used to be
2 I am much less interested in sex than I used to be
3 I have lost interest in sex completely
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Appendix 4.

The Shortened Eastman Dental Hospital Pain Proforma and 

follow up sheets
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PRESENTING COMPLAINT AND DURATION

01-23

DESCRIPTION OF PAIN 
Character □□□

discomfort...................................

dull ache......................................

burning.......................................

Frequency:.....................................................

Severity

(Please mark the line with a single stroke e.g. 

Nil ■----------------------------------------------------

04)
05) 

08)

sharp.....................................................  1 1 07)

stabbing................................................. 1 [ 08)

throbbing............................................... | \ 09)

never, occasionally, often, always, m

Site end radiation

left................

right.............

midline........

bilateral......

Other ____

□□□□
(34

(36) 

(38)

(37)

(3B-3S)

Timing

Please Indicate

Condition suffered for: (52-63)

Date of onset of present ep isode.

unbearable (3M3)

T M J    Q J  (40)

face ....................................................  | 1 (41)

sca lp ....................................................  | I <43

ea rs ...................................................... | | «3

teeth  (^ J  (44)

jaws and alveolus................................... [ | (4a

palate  | | (48)

gingiva .................................................  | | (47)

tongue..................................................  | | (48)

lip s  | | (48)

Other _____________________________

(5061)

weeks. months. years, (54)

(5M0)
day month year

Length of bouts:...................... ■ I | | (61-63 ..........minutes, hours, days, weeks. (63)

Frequency:................................ (6446) . . . daily,

weeks.

weekly,

months,

monthly,

years.

(66)

(88)Pain-free intervals:.................

1 1 1 

• | | | (67-68) ...........  days,

W orse:........................................ am, eTcl .70)

Prevents sleeping:................. ........***, no, (71)

Disturbs sleep ing:................. ........ no, (73
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Original precipitating factors):

dental......................................

physical trauma.....................

Infection..................................

Provoked by

biting.......................................

chewing ..................................

talking......................................

yawning..................................

hot weather..............................

cold weather............................Habits:

bruxism

Relief

Relieved by 

rest.

heat .... 

chewing

RELATED FACTORS 
S leep .......................

□□□
□□□□□□
□

□□□

(24)

(25)

(26)

(29)

(30)

(31)

(32)

(33)

(34)

(24)

emotional upset

hot food/drink .... 

cold food/drink ...

cheese..................

chocolate.............

alcohol................

emotional tension 

Other: ________

(43)

(44)

(451

alcohol....

pressure ... 

analgesics 

Other: __

problems,
cannot get 

to sleep.
disturbed

sleep,

□□
£ 1 -2 2 )

(27)

(28)

- n (35)

- n

~ r

. . r (38)

. . r p a

. . r w

□□□

(41-42)

(46)

(47)

(48)

(4M 0I

early morning 61) 
wakening4

Joints Right Left

clicking.................................. n □ (5263) limited opening.....................................

sticking............................... n □ (5*56)

dislocation.......................... . n □ (5657)

Ears Right Left

popping................................. n □ (5M0)

buzzing ............................. n □ (6163

deafness............................... n □ (6364)

Oro-Facial Symptoms

- nburning tongue.................... (65) disturbed occlusal comfort..................

disturbed ta s te .................... 1 1 (66) areas of sensory lo s s ...........................

disturbed salivation............. . !  i (67) areas of paraesthesia...........................

disturbed denture tolerance . n (68)

□ (56)

□□□
m

(70)

(71)
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PAIN TREATMENT
Referred by:........G D P , G M P2 specialist seif4 pe)

Suggested by:.....GDP1 GMP2 specialist self4 (36)

Seen by
oral surgeon

G M P ...............

G D P ..............

Treated with
analgesics

antibiotics

fillings .............................

extirpation of dental pulp

forceps extraction .........

surgical exploration .....

surgical extraction.........

bite-raising appliance.....

occlusal adjustment .....

PAST HISTORY

□□□
□□
□□□□□□□

P7)

oe
po»

*45»

(49

(49)

<50)

(51)

<53)
<53)

<59

neurologist  ..................................□

psychiatrist...........................................  | |

ENT surgeon........................................  | [

Other: _____________________________

tranquillisers....

antidepressants

dentures ...................

exercises....................

short-wave diathermy.

osteopathy................

acupuncture .............

TMJ injection.............

TMJ operation ..........

Other: ____________

□□
□□□□□□□

(40)

(41)

(42)

(47)

(48)

(56)

<57)

<59

(59

(60)

<61)

(62)

MEDICAL HISTORY 
headache...........

migraine ..........

neck pain..........

back pain..........

chest pain ......

spastic colon.... 

abdominal pain.

dysfunctional uterine bleeding 

glandular fever........................

□□□□□□□□□

(29)

(30)

(31)

(32)

(33)

(34)

(35)

0 9

(37)

p ru r itu s .................

e c z e m a .................

e a r a c h e .................

to n s i l l i t i s .............

h e p a titis  .............

rh eu m atic  le v e r .. 

e x c e s s  b leeding

drug a lle rg y .........

specify: _____

□□□□□□□□

(39 

0 9 1 

(49 

(41) 

(«2)
(43)

(44) 

(49

HOSPITAL ADMISSION

d ru g s □(59
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CLINICAL EXAMINATION: ORO-FACIAL

Gross facial asym m etry:..........yes, no2 (24)

Swelling
(Indicate on diagram):................ yes, no2 (29

Tenderness on palpation 
(Indicate on diagram):................yes, no2 0 9

Tenderness in ears 
(Indicate on diagram):................ yes, no2 <27)

TMJ Right Left

tender, ...............................□  □  (2B-29)

click (opening) .....................□  □

dick (closure)

. crepitus.........

□ □ □ □
(3S31)

(3239

(3435)

Right

sticking

<21-23

deviation. 

swelling..

□ □ □ □
interincisal opening (mm)

(3M3 
(3S3Q) 

(4041)

(4243

Oral Cavity
Buccal m ucosa  

—ulcer................

—frictional keratosis

□□(44)

(45)

—abrasion 

—other__

Ridging of buccal m u cosa -......................................................................................................... yes,

Saliva..................................   excess.

□(40

(4748)

Ungual m ucosa abnormal:......................................................................................................... yes, no2 <49

Ridging of tongue:......................................................................................................................... yes, no, <59

no, <5i)

normal, reduced, £ 3

Occlusion
Angle class (Dental):

Overbite (mm):..........

Overjet (mm):.............

211, 34 <53

(5450

(56-57)
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TEETH (please circle as appropriate)

8 7 6 5 4 3 2 1 
8 7 6 5 4 3 2 1

absent t> M
8 7 6 5 4 3 2 1 1 2  3 4 5 6 7 8
8 7 6 5 4 3 2 1 1 2  3 4 5 6 7 8

carious cavities m

(21-22)

1-22)

1 2 3 4 5 6 7 8 (2409) 
1 2 3 4 5 6 7 8 (4066)

unerupted

8 7 6 5 4 3 2 1 
8 7 6 5 4 3 2 1

1 ..s.#,. (21-23
1 2 3 4 5 6 7 8 (2409)
1 2 3 4 5 6 7 8 (4066)

GENERAL EXAMINATION

Blood pressure..........................................

Abnormal CNS cranial nerves

i i . .

hi.

IV.

v .

VI

Absent comeal reflex

—right................

—left...................

INVESTIGATIONS (tick when complete) 

Radiography

OPT..................................................

transpharyngeal...............................

OM....................................................

periapicals........................................

Haematology

Hb.....................................................

FBC..................................................

As indicated

serum F e..........................................

B0  and folate

thyroid function test 

study models..........

□□□□
n

I (04>

n (35i

I lea□□□
□□
□□□□

(53)

(54)

(55)

(60)

(61)

(64)

(66)

(66)

(67)

VII 

VI i: 

IX .

abnormal fundi

— rig h t. . .

plain tomography.

a r tn ro g ra p h y ..........

a r th ro s c o p y ............

CT scan..............

ESR

RhF

U an d  E s

LFTS ............

B,, B2 and B,.

I /U rn -
(21-22)

29)

□□□□□a
□□

□□

(36)
(37) 

(30)

(39)

(40)

(41)

(44)

(45)

(57)

(561

(SB)

(62)

(63)

□□□
<661

(66)

(IQ
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RESULTS OF INVESTIGATIONS
Su0imarise Abnormal Investigations

DIAGNOSIS

Right Left

facial arthromyalgia........ | 1 <25-26)

Internal derangement 1 | (27-28)

atypical facial pain.......... |  | (2900)

Arthrogram Findings Right Left

anterior displacement... .-n □(37-38)

posterior displacement -n □(3940)

adhesions..........................-n □(41-42)

perforation........................ - n □(4344)

TREATMENT PLAN

(21-22)

oral dysaesthesia (Incl. glossodynla).. U  (31)

atypical odontalgia ......................□  (32)

p h a n to m  b i te   ......................................□  (33|

t r i g e m i n a l  n e u r a l g i a .........................................  |  |  o e

O t h e r .  __________________________________________

--------------------------------

R ig h t  L e f t

o s t e o a r t h r o s i a / o s t e o p h y t e s . .  □  □  (45-46)

e x t r a  a r t i c u l a r  a n k y l o s i s  □  □  (47-48)

O t h e r  ___________________________________

M edication:......................................................................................................................................yes, no2 pi)

Give details;_____________________________________________________________________________
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FOLLOW UP DATE;

CURRENT
PROBLEMS:

PAIN/DISCOMFORT:
SOCIAL/FAMILIAL:
EMOTIONAL:

None; Mild; Moderate; Severe 
None; Mild; Moderate; Severe 
None; Mild; Moderate; Severe

INTERFERENCE WITH LIFE: Y / N

OTHER
CURRENT
SYMPTOMS:

NONE: Headache. Migraine. Tinnitus: Neck Pain; Back Pain; Irritable Bowel: 
Pelvic Pain: Dysfunctional Uterine Bleeding; Pruntus; M.E.;
O th e r :

IF T.M.J.: OPENING MM:

DESCRIPTION OF PAIN 

Character

discomfon________

dull ache___________

burning______________

Freauency:

Severity

NOISE: FIT.; LT.; NIL TENDER: RT.; LT.; NIL

>251 

125)

sharp___

stabbing....

throobina.

<zn

! (28)

(29)

.never. occasionally, often^ aiwavs, i30i

WORSE: IN PAIN: IMPROVED: PAIN FREE.

S ite  ana radiation

left   ......

rignt ..............

miaiine  ......

bilateral  .....

Other:________

55)
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(38-39)

Please indicate

TMJ...........................

(ace.._................

scalD......................

ears.....................

:eetn......................_..

jaws and aiveoius.

palate.......................

gingiva.....................

tongue ........................

lips............................

Other:____________

I I («0)
._______ | («!'
;____ i (42i

,______j (43)

I_______I (441

| i
! I (45)

(46)

(47)

>45) 

(49)

(50-511
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ADVERSE EVENTS

Rash

Nausea

Vomiting

Diarrhoea

Anorexia

Headache

Nervousness

Insomnia

Anxiety

Tremor

Dry mouth

Dizziness

Hypomania

Drowsiness

Convulsions

Fever

Sexual dysfunction

Sweating

Other

If Yes. specify
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MEDICATION

BASELINE

Other analgesics:

Name.........................  Quantity

Name.........................  Quantity

Name.......................... Quantity

TREATMENT PHASE

1st MONTH 

Treatment drug

Quantity

Other analgesics:

Name.........................  Quantity

Name.........................  Quantity

Name.........................  Quantity
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2nd MONTH

Treatment drug

Other analgesics:

Name.......................

Name.......................

Name......................

3rd MONTH 

Treatment drug

Other analgesics:

Name......................

Name......................

Name......................

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity



3 - 6 MONTH REVIEW

4th MONTH

Treatment drug

Other analgesics:

Name......................

Name......................

Name.......................

5th MONTH 

Treatment drug

Other analgesics:

Name.......................

Name.......................

Name.....................

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity
iii

Quantity
ii

Quantity
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6th MONTH

Treatment drug

Other analgesics: 

Name......................

Name

Name,

Quantity

Quantity

Quantity

Quantity
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6 - 9 MONTH REVIEW

7th MONTH

Treatm ent drug

Other analgesics:

Name.......................

Name.......................

Name.......................

8th MONTH 

Treatment drug

Other analgesics:

Name.......................

Name.......................

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity

Name Quantity



9th MONTH

Treatment drug
Quantity

Other analgesics:

Name......................

Name

Name.

Quantity

Quantity

Quantity
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9 - 1 2  MONTH REVIEW

10th MONTH

T reatm ent drug

Other analgesics:

Name......................

Name......................

Name.......................

11th MONTH 

Treatment drug

Other analgesics:

Name.......................

Name........................

Name......................

Quantity

Quantity

Quantity

Quantity

Quantity

Quantity
■I i! I

Quantity

i

Quantity



12th MONTH

Treatment drug

Other analgesics:

Name......................

Name

Name,

Quantity

Quantity

Quantity

i

Quantity
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Appendix 5. 

Ethical approval



Institute of Dental Surgery
Eastman Dental Hospital
256 Gray’s Inn Road London WC1X 8LD
Telephone: 071-837 3646

Dean and Director of Studies : Professor G.B. W inter MB. BDS. FDS. FFD. DCH

22nd April, 1993

 - i..\.

Dear Dr^Feinmarin,
A COMPARISON OP ANTIDEPRESSIVE PHARMACOTHERAPY AND COGNITIVE- 
BEHAVIOURAL THERAPY IN THE MANAGEMENT OP IDIOPATHIC PACIAL PAIN

This is to confirm that ethical permission has been given for the 
above-named study to be undertaken by you and Professor M. Harris 
at this Institute.
Yours sincerely,

GrS-.WINTER

Dr. C. Feinmann 
Consultant
Department of Oral & Maxillofacial Surgery.

The Institute of Dental S u r g e r y  has limited liability. Registration no. 490351 London
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Appendix 6.

Consent form and information sheet
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INFORMATION SHtlET

This study aims to investigate the most effective means of managing facial pain and 
will compare different treatments for it. The study will examine the effects of drug 
treatment alone and drug and psychological treatment in combination. The medication 
in each group will be a well established preparation, proven to have minimal side- 
effects.

All people taking part in the study will be randomly allocated to one of the treatments. 
If, after 3 months it is felt that you are not benefitting from your treatment, your case 
will be reviewed.

All people, regardless of which type of treatment they have, will have their pain 
assessed at 3 monthly intervals.

Whichever treatment you are allocated to, your care will automatically be reviewed 
in a year in the light of the most recent evidence.

If you agree to take part, you will be free to withdraw from the study at any time.

PAIN MANAGEMENT CONSENT FORM

I agree to take part in this study on facial pain treatment. I understand that I will be 
asked to attend the Eastman Dental Hospital at regular intervals, either attending the 
hospital four times or six times over a period of three months. I will also be asked to 
attend three follow-up sessions which will take place over the nine months 
immediately following my treatment.

I will be asked to fill in a number of questionnaires as part of this study.

I understand that there are four treatment groups and that I cannot choose which 
treatment group I enter, but that I can withdraw from that treatment at any time.

SIGNED: CLIENT:.......................................................

INTERVIEWER:........................................

Witness: (Name):..........................................
(Position):.....................................................
(Member of the Pain Management Team)



Appendix 7.

Sample size calculations



Sample size calculation

(Florey, 1993)

no. of groups ( a  + 3 )2 SD2
sample size = -------------------------------------------

desired difference in mean score 2

where a =5%
and 3  - 20%

Multipliers for conventional values of a  5%

3  20%

Substituting

no. of groups ( 1.96 + 0.842 )2 SD2
sample size =--------- ---------------------------------------------------

desired difference in mean score2

1.96

0.842
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Multidimensional pain inventory

- pain severity

60i

Std. Dev = 1.27 

Mean = 3.05 

N * 474.00
0.00 1.00 2.00 3.00 4.00 5.00 6.00

.50 1.50 2.50 3.50 4.50 5.50

If

no. of groups ( 1.96 + 0.842 )2 SD2
sample size = ---------------------------------------------------

desired difference in mean score 2

and substituting values of our samples for pain severity

where desired difference = 25% of mean pain severity score

= 25% o f3.05 

= 0.76

4 ( 1.96 + 0.842 f  M l 2 

0.76 2

Sample size = 31.2
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Multidimensional pain inventory 

- transformed pain interference
50'-----------------------------------------------------------------

.25 .75 1.25 1.75 2.25

If

no. of groups ( 1.96 + 0.842 )2 SD2
sample size

desired difference in mean score 2

and substituting v alues of our samples for pain interference

where desired difference = 25% of mean pain interference score

= 25% of 1.28 

= 0.32

4 ( 1.96 -  0.842 )2 0.602 

0.32 2

Sample size = 41.37

Std. Dev = .60 
Mean = 1.28 
N = 474.00
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Appendix 8.

Cognitive behavioural therapy - sessional content
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‘E A t'T M m f c .o t /e .

OUTLINE FOR COGNIT1VE-THERAPY SESSIONS

SESSION 1:

1'Handouts:

SESSION 2:

t'Handouts:

SESSION 3:

Handouts: 

SESSION 4:

Handouts: 

SESSION 5:

Handouts:

Full history (including assessment for PTSD)
Education including Gate Control Theory 
Establish Goals 
Welcome to COSPSE.*
W hat is Taui?
Tain THary
’Conventional M edical *Treatments fo r Tain'

(with relative - optional)
Recap Gate
Education including Vicious Circle 
Introduce idea of identifying negative thoughts 
Pacing
Plan goal steps 
Set Homework 
Tain, ‘Thoughts &  ‘Behaviour’
Stress THary
Toeing
Tflaxptum'
"Relaxation ‘Tape

Check relaxation and thought monitoring homework 
Education including Stress Management &/or Assertion 
Check goals 
Set Homework 
'Stress Management'
'Assertion'

Check stress/assertion & relaxation homework 
Education including Pain Coping Strategies 
Applied Relaxation
Briefly discuss termination and give follow-up dates 
Check goals 
Set Homework 
'Applied "Relaxation'
“Relax stickers 
Tain Coping Strategies'
'Managing Severe Tain Episodes'

Check Pain strategies and other homework
Further Pain Coping Strategies
Deal with termination
Discuss maintaining changes
Set new goals
Stickers
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Appendix 9.

Cognitive behavioural therapy - patient handouts
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c .o / p.t ..
Cfumpinp Outlook on Tain ‘Experience 

WELCOME TO COPE.

This booklet aims to give you the information that you need to help you to learn skills 
which can enable you to gain control over your pain and thus cope with it better.

The aims are as follows:

1) TO COMBAT DEMORALIZATION

People in chronic pain often think about themselves as passive and helpless and 
seeking a cure. Feelings of helplessness lead to demoralization.
At COPE you take charge and our task is to help you learn to think about your 
problems so that they become manageable rather than overwhelming.

2) TO GAIN A POSITIVE OUTLOOK

There is now good evidence that you can leam ways of:
a) increasing feelings of control
b) increasing activity
c) reducing depression and anxiety
d) reducing feelings of helplessness
e) reducing distress

3) TO BREAK THE VICIOUS CIRCLE OF NEGATIVE THOUGHTS

You will leam to monitor:

a) thoughts
b) feelings
c) behaviours

that are related to pain experience.
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4) TO LEARN SKILLS

We will cover:

a) relaxation techniques
b) stress management
c) pain control strategies
d) setting and achieving goals
e) pacing activities

5) TO TAKE CONTROL

We hope that you will start to feel less passive and helpless and become more:

a) active
b) resourceful
c) competent in dealing with your pain

FINALLY:

P O N T  THANK US

you w ill Be the active agent o f change.

Success unCC Be achieved as a result o f your own efforts.
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Chapter 1

WHAT IS PAIN?

It is important to understand that pain is not simply a message, like a phone call, 
sent to your brain to tell you something is wrong with your body. Pain is more 
complex than that, and although we usually hurt when we are injured, a pain message 
sent to your brain can get changed or waylaid by all sorts of physiological and 
psychological processes.
People with chronic facial pain often experience unpleasant sensations which they do 
not necessarily label as pain. When we talk about pain, we are using the term in a 
general way, it includes a number of unpleasant feelings for example: aching, pulsing 
and general discomfort. Keep this in mind as you read this and the following chapters.

1. Does pain have any purpose?

Pain certainly serves a useful purpose when you are injured.
It can make you stop in your tracks, and so prevent you from causing further damage 
to yourself, or it can make you take avoiding action so you remove the source of pain 
- like when you take your hand from a flame.

Pain therefore has a "survival" value. It makes you do things which will stop the 
pain, or tells you when you are damaged so that you can avoid further injury.

However, if you think back more carefully to the last few times you were injured, 
you will perhaps remember that on some occasions an injury hurt very badly, and on 
other occasions it hardly hurt at all. Pain is something of a puzzle, and the way we 
experience it differently at different times is not fully understood.

When you have had a pain well beyond normal healing time it is difficult to see 
what sort of survival value this can possibly have. Most injuries heal after about six 
months and pain which continues beyond such time is often called "chronic" pain.

Chronic pain is the term given to pain which persists over a very long time - 
sometimes years - and for which there seems to be no effective cure, despite many 
attempts.

Often the reason that there is no effective medical "cure" for this pain is because the 
original physical injury, which gave rise to the pain, has disappeared or healed. In this 
case pain is not a warning signal of new damage and the simple view of pain as a 
sign of an underlying problem is no longer valid.

2. Why does pain continue after an injury has healed up?

Pain may continue because the nature of the original pain, or the treatments which 
have sought to heal the pain, have changed the whole "pain system" resulting in a
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much more complex state of affairs from that which originally existed.
The result is that, because pain is such a complex system, the brain stili continues 

to in terpret some messages as pain messages.

Also, the very fact that you have had pain for a long time may in itself alter the 
"pain

system", and result in pain messages being sent to, or interpreted by, the brain, in the 
absence of any physical injury.

A good example of the way the brain still interprets pain messages, in the absence 
of an identifiable cause, is "phantom limb pain".

Phantom limb pain is the pain that people feel when they have had a limb 
amputated. The pain, however, rather than "coming from" the point of amputation, 
tends to feel as though it is coming from the lost limb; for example, some people 
continue to feel pain "in their foot" long after their leg has been amputated.

If pain were a simple matter of just sending messages to the brain when there was 
some damage to a part of the body, phantom limb pain would not make sense - where 
can the pain be coming from when there is no foot?

And why do people who have lost their limbs still feel as if their lost limb is still 
there?

Scientists believe that damaged nerve endings at the point of amputation send out 
distorted messages. The brain in terprets these messages both as being pain 
messages and as coming from the no-longer existent foot

Such "phantom limb pain" suggests that our brain is so powerful that it can create 
a feeling of the foot still being there, in spite of the sufferer knowing perfectly well 
that the leg has been amputated.

This example also shows how initial damage to the body can result in chronic pain, 
as the amputation resulted in the nerves sending out messages which were then 
misinterpreted by the brain as being pain messages.

3. What affects the wav we experience pain?

As we have said, the "pain system" is very complex. This means that there are many 
factors which mix together to produce the end result - the experience of pain. As the 
phantom limb pain example shows, the brain plays a very powerful role in the 
experience of pain. You may have read of, or seen, people being quite seriously 
injured half-way through an important football match, who only seem to notice the 
pain when the game is over....again this suggests the powerful influence of the brain 
on the pain messages.
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3.1 Personal differences.

Often two people with very similar injuries or infections seem to experience pain 
very differently. One may seem to suffer very badly, while the other hardly seems to 
notice it at all. These differences are hard to explain, and may be due to a 
combination of reasons which may be physical, psychological and social.

For instance, since the nervous system itself does not react the same way in 
everybody, it could be that the number and the strength of pain messages sent through 
the body, vary across people, and even vary within the same person on different 
occasions.

3.2 Painwatching.

You may notice that when you sit and think about your pain and attend to it very 
carefully, it seems to hurt more. Similarly, if you switch your mind away from the 
pain, you notice it less. This could be one of the reasons why many pains seem worse 
in the evening or at night when there is less distraction available. When you are busy 
working or having a good laugh with friends, your pain may be less noticeable. We 
are not suggesting the pain goes away when you are absorbed in something 
interesting, but that you may notice it less.

3.3 Tension.

Many people have commented that their pain gets worse when they get tense and 
upset. Of course pain itself makes us tense and upset - so this can be a bit of a vicious 
circle.

3.4 Mood.

It has been noticed that people with long-term pain can get very depressed. This is 
hardly surprising if people are feeling helpless and trapped by their pain. But we also 
know that depression can make pain more noticeable and harder to cope with - so 
again, we are looking at a possible vicious circle.

3.5 The meaning of pain.

The meaning of pain can also affect how much pain we feel.
A piece of evidence which illustrates this, and is often quoted by scientists, came from 
an astute piece of observation many years ago:

Soldiers injured in the Boer War very rarely asked for pain killers. When they were 
compared to civilians who had similar injuries, but who were not fighting in the war, 
it was noted that the soldiers asked for pain killers far less often than the civilians.

Although they had both had the same sort of injuries, it seemed that the meaning of 
the injury was significant. The soldiers found their pain was less important, because 
for them their injury had advantages: it was associated with safety and removal from 
danger.
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All these examples demonstrate the importance of our thoughts and feelings on the 
experience of pain. As observations and evidence, they certainly show that the mind 
has a big effect on how much our pain hurts.

They demonstrate how our mind can over-ride, exaggerate or even delay noticing 
pain messages.

4. The Gate Control Theory of Pain.

The Gate Control Theory has been one of the most significant recent developments 
in our understanding of pain.

Until recently it was thought that we hurt because there was some injury to the body, 
and it was believed that the greater the damage, the greater the pain we would feel.

As the evidence above shows, this is clearly not the case, and the Gate Control 
Theory tries to explain how other factors, such as mood, can influence our experience 
of pain.

The theory is called the Gate Control Theory because it uses the idea of a gate 
which can open to allow messages through, or shut to stop messages.

4.1 How it works.

The "gates" are located in cells which exist throughout the entire length of the spinal 
cord. The spine receives messages from all areas of the body, and acts as a sort of 
telephone exchange, sending messages up to the brain and receiving messages from 
the brain.

It used to be thought that the spine just passed messages on in a simple way, without 
changing them at all. We now know that this isn’t the case.

The gates in the spine open and close to varying degrees, modifying the pain 
messages that are allowed to go up to the brain.

The gate also opens and closes in response to messages sent from the brain (this is 
the reason why things such as mood, tension, and distraction can actually affect the 
way you experience pain).

For example, when we are tense the gate will tend to open more, if we are calm and 
relaxed, it will tend to shut. This begins to explain why sometimes we hurt and other 
times we don’t - even though the cause of the pain stays the same.

If we look carefully at the things which open and shut the gate this can give us ideas 
as to how to try to shut the gate more often.

This idea is the basis of the programme, which aims to help you discover ways of 
"closing the gate" and controlling the pain you feel.
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4.2 What makes the gate open?

Pain seems to get worse when there is:

* Physical Damage.
Obviously any injury will normally open the gate, and the size and type 

of damage will influence the amount of pain which is felt and the way it feels.
For instance, shingles pain will feel very different from scar pain as it originates 

from a very different cause.

* Low Activity.
Naturally, when you are in pain you may not be as active as usual. 

Unfortunately, this might mean that you will notice the pain more, because there are 
less things happening to distract you from the pain.

^Depression/Helplessness.
As we have said, pain can lead to lowered activity, this may mean 

that you do fewer of the things you enjoy. For instance, maybe you used to take part 
in sports or enjoyed going out with your friends.

With less opportunity to do things you enjoy, it is not surprising that many people 
feel trapped and helpless. This can lead to depression, which in turn will make your 
pain feel worse.

* Anger.
We have often seen people angry with medical services. Repeated treatment 

failure is frustrating because we expect doctors to be able to cure us and we become 
disappointed if they can’t.

It is also very common to ask "Why me?", and feel that it is unfair to have 
experienced a long period of pain.

Feelings like these are very understandable, but can make your pain feel worse.

* Stress/Tension.
Tension and pain are part of a vicious circle.

Pain can cause tension, because it is natural to tense up to try and stop yourself 
hurting more, but also, if you allow yourself to get very tense, the gate will open and 
you will feel more pain.

* Fear about what the pain is.
Getting accurate information about your pain is nearly always 

much less frightening than your worries about what is causing your pain. Many people 
secretly worry that there is something very seriously wrong, and this can build up and 
lead to tension and anxiety which will open the gate.

* Painwatching.
The more attention you give to your pain the more you will notice it. 

Concentrating on your pain helps open the gate.
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4.3 What makes the gate close?

The following things seem to help close the gate and reduce pain:

* Pain Killers
when they are first used, may make you notice the pain less. 

Unfortunately, their long-term use may result in reduced effectiveness, as your body 
gets used to them, or may lead to side effects which themselves add to your pain 
problem. They also cancel out the body’s own natural painkillers - a chemical called 
endorphin.

* Counter-stimulation.
Certain types of stimulation have the effect of closing the gate. A 

simple example of this is rubbing the site of an injury. Some treatments are based on 
this principle such as massage, heat treatment, cold compresses, acupuncture and 
‘tens.’

* Keeping busy.
Keeping attention off the pain will help close the gate. Distraction can be 

a very powerful and effective way of closing the gate. Remember our examples of the 
injured soldier and sportsman, who were too distracted to notice the pain immediately.

* Being Relaxed.
Reducing your anxiety and learning to relax can all help reduce the pain 

messages getting through. Learning to relax in a variety of different situations can help 
close the Gate.

* Setting realistic goals.
Many people say that the pain is not as distressing as the things 

that it stops them from doing. An essential part of learning to cope with your pain is 
teaching yourself how to set and achieve realistic and pleasurable goals. Taking this 
positive attitude to life will help because you will begin to take control. Taking control 
and achieving targets are both rewarding in themselves and can help reduce 
helplessness and tension which make the pain worse.

It is important that these goals are realistic, as it is most frustrating to aim at a target 
beyond your present capabilities and fail to achieve it. Goals should therefore consist 
of a series of small steps which gradually take you towards the end you are aiming 
at. For example; if somebody wanted to run a marathon, but had not run for some 
years, they would not start by trying to run twenty miles but would gradually build 
up to that by firstly running a few steps, then one hundred yards and so on. It takes 
practise, but it is important that you don’t expect too much of yourself too soon. 
Overdoing things will just demoralise you and may aggravate your pain. Leam to pace 
yourself so that you spread out your activities into manageable portions. You may 
think that doing things in small steps will get you nowhere, and result in you giving 
up because you will be seeing little improvement. One way to prevent this from 
happening would be to draw yourself a chart of your progress, that way you can keep 
reminding yourself that you are actually achieving things, even though sometimes it 
might not feel like it.
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* Being Optimistic
As we have said, feeling depressed and having nothing good to think about 

can make your pain seem worse. But similarly, thinking about positive things can help 
take your mind off the pain, and can consequently close the Gate.

RESULT: PAIN = MIND + BODY !

It is all the above factors that we have in mind when we say that pain is partly 
physical and partly psychological, and that you can reduce the amount of pain you 
feel. So, for example, even if you have a lot of tissue damage (as you have in 
arthritis), you can still help reduce the amount of pain that you feel by being relaxed 
and positive. This is because the Gate is more shut than when you are feeling 
hopeless, dissatisfied or worried.

5. In  sum m ary: the pain we feel seems to be influenced by numerous factors. Some 
of these have to do with the physical state of our body and the amount of damage that 
is suffered. Other factors have more to do with our feelings, our thoughts and what 
we do in response to pain.

We will be dealing with ways of putting these facts into practise later on in the 
booklet.
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Chapter 2

CONVENTIONAL TREATMENTS FOR PAIN

People who come on the COPE programme have usually tried a range of treatments 
for their pain.

It is possible that whatever you tried worked only for a short period of time, or did 
not work at all.

It is very likely that you will have wondered why it is that treatments, which have 
worked for some other people, have not worked for you, and why your pain has gone 
on and on whilst most pains that your family and friends have had, have usually 
settled within hours or days.

In order to explain these differences, a distinction must first be made between the 
chronic pain which has brought you to COPE and the acute pain from which most 
people suffer at some time in their lives.

1. ACUTE Pain

Acute pain is short-term pain. It can last anything from a few seconds to a few 
weeks. It is a type of warning signal which tells us that something is wrong with our 
body, for example, that we have an injury.

The simple view of pain is that it is a sign of an underlying problem in our body. 
When the doctor has diagnosed the underlying problem he or she will try to treat it. 
If the diagnosis is correct and the treatment is successful, the pain will be relieved 
fairly quickly. Sometimes acute pain will even be relieved without any medical 
treatment at all. An example of this would be acute back strain - in about 80% of 
cases this pain will ease off by itself within 2 or 3 weeks without any treatment (just 
a bit of rest followed by gradually increased exercise will help in most cases).

2. CHRONIC Pain

Chronic pain is long-term pain and can last for anything from 6 months to a lifetime, 
despite treatment. In this case it is clearly not a warning signal of new damage and 
the simple view of pain, as a sign of an underlying problem, is no longer valid.

Some people with chronic pain have had an injury of some kind at some stage, but 
for some reason the pain associated with that injury has never really gone away, or 
at least not for long. This is despite the fact that healing from injuries is usually 
complete after 6 months. The reason why some people continue to have pain is not 
really understood, in some cases it seems that the nerves continue to send out pain
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signals even though no new damage has occurred. In other words, chronic pain may 
sometimes be caused by a malfunctioning in the "pain system" in the body. By pain 
system we mean the way pain is processed in the nervous system.

The question as to why your pain does not respond to conventional medical treatments 
is even more complicated. Most doctors think of pain as being like acute pain, that 
is as telling us that something is wrong with our body.

Most medical treatments are therefore based on the assumption that pain is an 
indication of something else i.e., that pain is the symptom of a disease or the sign of 
an injury.

However, as we have seen, chronic pain may not be the result of some injury or 
disease but of some malfunctioning in the pain system. The result is that treatments 
which are suggested for the chronic pain condition may be ineffective.

Most treatments based on the conventional view of pain as a symptom of tissue 
damage fall into two groups:

A) Curative Treatment - that is, treatments which try to resolve, repair or 
eliminate the supposed injury or disease presumed to be responsible for the 
pain.

B) Symptom-Focused Treatment - that is, treatments aimed at trying to alleviate 
the symptoms of pain.

FACIAL PAIN

Facial pain is often confused with dental decay and infection. To enable appropriate 
treatment of facial pain all dental causes of pain need to be eliminated.

Facial pain can be caused by decayed teeth or teeth whose "nerves have died". In this 
case, the affected tooth may require fillings or root canal work ("removing the nerve") 
to limit infection. Teeth therefore often need investigations or repeat fillings and root 
canal therapy to try to see what is wrong. Infections and cracked teeth can all be seen 
easily with proper investigation.

Facial pain can also be the result of a malfunction of the nerves and pain system - this 
cannot be seen. It is known, however, that repeated unnecessary dental treatment, 
extractions or exploratory surgery can make pain worse by increasing the sensitivity 
of the nerves in the affected area. These nerves then continue to send pain messages 
after all the damage has healed.
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1) Analgesics.

These aim to control the pain symptoms rather than deal with the cause.

Strong pain killers, such as morphine, sometimes give excellent pain relief initially, 
but their prolonged use is not advisable because of the many severe side-effects 
associated with such drugs and because long-term use may result in addiction to these 
drugs.

Weaker pain killers, on the other hand, whilst being free from serious side-effects, 
give only low levels of pain relief. Patients are often prescribed pain killers such as 
Paracetamol or Nurofen. These can be helpful in acute conditions, or where there is 
inflammation such as muscle sprain or following injury. While these pain killers may 
be effective in the initial inflammatory stage of facial pain, they do not help with 
continuing chronic pain.

2) Bite Guards.

This treatment involves making a splint to fit onto either the upper or lower teeth 
which aims to even out the bite. If there is a problem with your bite, bite guards can 
help to ease pain relating to the jaw joint. However, when pain continues, or there is 
no problem with your bite, they are of little use.

3) Sensory Stimulation

This includes many types of treatment, some examples of which are: acupuncture, 
chiropractic, massage and TENS (transcutaneous electrical nerve stimulation). 
Although these treatments are not effective for everyone, their one advantage is that 
there is very little risk of harm. All these treatments provide low level stimulation 
which helps reduce the level of pain messages reaching the brain by closing the Gate.

4) Investigations of the jaw joint (Arthroscopy).

Arthroscopy shows us if there is something wrong within the jaw joint. It is not useful 
for the majority of patients with facial pain. Scar tissue can sometimes be seen within 
the joint and this may limit proper mouth opening, this can be released using this 
procedure.

It is important to understand that the "acute” idea of pain adopted by conventional 
medicine is not wrong, it is just of little use in helping us work out how best to 
manage long-term pain.
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So:

If we cannot get rid of the pain we must look at ways of reducing distress and living 
rewarding lives despite some pain. In this new approach we look at ways of closing 
the pain Gate.

CONVENTIONAL TREATMENTS FOR PAIN

People who come on this programme may have tried a range of treatments for their 
pain.

It is possible that whatever you tried worked only for a short period of time, or did 
not work at all.

It is very likely that you will have wondered why it is that treatments, which have 
worked for some other people, have not worked for you, and why your pain has gone 
on and on whilst most pains that your family and friends have had, have usually 
settled within hours or days.

In order to explain these differences, a distinction must first be made between chronic 
pain and acute pain which is pain that most people suffer at some time in their lives.

1. ACUTE Pain

Acute pain is short-term pain. It can last anything from a few seconds to a few 
weeks. It is a type of warning signal which tells us that something is wrong with our 
body, for example, that we have an injury.

The simple view of pain is that it is a sign of an underlying problem in our body. 
When the doctor has diagnosed the underlying problem he or she will try to treat it. 
If the diagnosis is correct and the treatment is successful, the pain will be relieved 
fairly quickly. Sometimes acute pain will even be relieved without any medical 
treatment at all. An example of this would be acute back strain - in about 80% of 
cases this pain will ease off by itself within 2 or 3 weeks without any treatment (just 
a bit of rest followed by gradually increased exercise will help in most cases).

2. CHRONIC Pain

Chronic pain is long-term pain and can last for anything from 6 months to a lifetime, 
despite treatment In this case it is clearly not a warning signal of new damage and 
the simple view of pain, as a sign of an underlying problem, is no longer valid.

Some people with chronic pain have had an injury at some stage, but for some reason 
the pain associated with that injury has never really gone away or not for long, even 
though healing from injuries is usually complete after 6 months. The reason for this 
is not really understood, but as we have said, in some cases, it seems that the nerves
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continue to send out pain signals even though no new damage has occurred. In other 
words, chronic pain may sometimes be caused by a malfunctioning in the "pain 
system" in the body. By pain system we mean the way pain is processed in the 
nervous system.

The question as to why your pain does not respond to conventional medical treatments 
is even more complicated. Most doctors think of pain as being like acute pain, that 
is as telling us that something is wrong with our body.

Most medical treatments are therefore based on the assumption that pain is an
indication of something else i.e., that pain is the symptom of a disease or the sign of 
an injury.

However, as we have seen, chronic pain may not be the result of some injury or 
disease but of some malfunctioning in the pain system. The result is that treatments 
which are suggested for the chronic pain condition may be ineffective.

Most treatments based on the conventional view of pain as a symptom of tissue
damage fall into two groups:

1) Curative Treatment - that is, treatments which try to resolve, repair or 
eliminate the supposed injury or disease presumed to be responsible for the 
pain.

2) Symptom-Focused Treatment - that is, treatments aimed at trying to alleviate 
the symptoms of pain.

3. CURATIVE TREATMENT 

Surgery

This may involve either surgery specifically to cure structural damage or surgery 
aimed at trying to "see" what is causing the pain with a view to treating it. Such 
approaches may give short-term pain relief but it is likely that they will be ineffective 
in the long run and may even make the pain worse.

For example "exploratory surgery" which attempts to try to "see" what is wrong in the 
body of a person suffering from chronic pain may be counter productive. A 
malfunction of the pain system cannot be seen, ONLY damaged tissue or structural 
damage can be observed. Exploratory surgery could therefore not only be a waste of 
time, but could also add to the existing pain problem by causing scar tissue which 
may produce pain in its own right.
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4, SYMPTOM TREATMENTS

Medication

Strong pain killers, such as morphine, give excellent pain relief initially, but their 
prolonged use is not advisable because of the many severe side-effects associated with 
such drugs and because long-term use may result in addiction to these drugs. Weaker 
pain killers, on the other hand, whilst being free from serious side-effects, give only 
low levels of pain relief.

Nerve Blocks

This treatment involves the injection of drugs so that the ability of particular nerves 
to send out their pain messages is blocked. However, they do not work for everyone 
because the location of the "damage" may be different from the place at which the 
pain is felt. For example, a pain in your foot may be caused by a trapped nerve in 
your spine. So it may be difficult to know where to put the nerve block for it to be 
effective. Also the disturbance in the pain system may sometimes happen high up 
near the brain where it is impossible to give nerve blocks.

Sensory Stimulation

This includes many types of treatment, some examples of which are: acupuncture, 
chiropractic, massage and TENS (transcutaneous electrical nerve stimulation). 
Although these treatments are not effective for everyone, their one advantage is that 
they involve very little risk of harm. All these treatments provide low level 
stimulation which helps reduce the level of pain messages reaching the brain by 
closing the gate.

Neurosurgical Procedures

These involve partial or total destruction of the nerves thought to be responsible for 
the pain, in order to prevent them from transmitting pain signals permanently.

The problem with this treatment is that it is hard to find the nerves responsible for 
sending the pain messages and harder still to destroy just those nerves which are 
causing the pain. Results are therefore generally poor. The patient often ends up 
worse than they were prior to treatment, due to the extra damage caused by surgery. 
This procedure can also result in some paralysis and any pain relief enjoyed by the 
patient is often short-lived.

It is important to understand that the "acute" idea of pain adopted by conventional 
medicine is not wrong, it is just of little use in helping us work out how best to 
manage long-term pain.



So:

If we cannot get rid of the pain we must look at ways of reducing distress and living 
rewarding lives despite some pain. In this new approach we look at ways of closing 
the pain Gate.
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Chapter 3
PAIN, THOUGHTS AND BEHAVIOUR

Pain/discom fort is closely related to our thoughts and behaviour. The following diagram 
shows how pain leads to changes in behaviour and mood.

1. The Vicious Circle. PAIN

>
(F) GREATER ATTENTION 

TO BODY
NEGATIVE THOUGHTS (A)

fMOOD CHANGE PHYSICAL & MENTAL BEHAVIOUR CHANGE (B)
(E) (DEPRESSION') TENSION

(El

NEGATIVE THOUGHTS ABOUT (C)
SELF 
WORLD 
FUTURE

As the diagram  shows, OUTSIDE STRESSES (D)

(A) pain causes miserable or "negative" thoughts.
Such thoughts often lead to;

(B) a behaviour change of some sort. Here, what we often find is that one of three things 
tends to happen:

either

1) people reduce their activity levels so that they not only stop doing things like wcik 
or household chores, they also withdraw from things like social activities,

or

2) people continue to do the same activities but find they do not enjoy them as much as 
they did before their pain started.

or

3) people push themselves to finish tasks such as household chores with the result that 
they give up the things that they enjoy doing because they no longer have the time or 
the energy to do them.



Each type of behaviour change results in people having less enjoyment in life. With less 
positive things happening in your life, not surprisingly, you may start to think about yourself, 
and about your life in general, in a more negative way.

(C) Such negative ways of thinking easily become general, and soon become automatic, 
so that when bad things happen you immediately think the worst, and when good things 
happen you may find them less pleasing than you would previously have done.
When thoughts get very negative and miserable, you may not even notice the pleasant things 
in life.

(D) Once this negative way of thinking becomes commonplace, it affects the way we cope 
with other things in our lives. Minor set backs can seem huge when we look at them in a 
negative way, and can lead us to think that we cannot cope with them.

(E) This can result in us becoming depressed and also tense, both physically and mentally.

(F) Mood changes are likely to make you feel physically worse, with the result that you pay 
greater attention to your body - this greater attention, as you know, will open the Gate.

What we’re looking at therefore is a vicious circle. What can we do about this?

2 Breaking the Vicious Circle

As the diagram shows, there are lots of factors which contribute to this vicious circle. This 
also means that there are lots of ways in which we can intercept or interfere with these 
processes.
The following handouts will outline ways of combating each of the stages of the vicious 
circle indicated A, B, C, D, E & F on the diagram.
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Chapter 4
PACING

Attacking Stage *B o f  tfic Vicious Circle

Often people who have chronic pain find that they experience increased pain when 
doing certain tasks. They may also tire more quickly. Pacing is a skill which helps 
people to manage tasks better and to maximize their ability to do things. It is an 
important and useful skill to have. Pacing is breaking tasks down into small, 
manageable chunks and stopping to relax in between these chunks before the pain 
increases. When you have pain you may be tempted to give up when the pain is bad 
and try to do more when the pain is less. Pacing aims to help you plan and carry out 
activities in a way which gives you more control and which makes what you do less 
governed by your level of pain.

Learning to do everything in small manageable bouts, from house cleaning to going 
to parties, can help reduce pain and lessen the stress of doing things like housework. 
Here is an example of pacing which applies to all people whether they are in pain or 
not Suppose you have to tidy the house for some guests who will be arriving in the 
next few days. It will seem much less of a chore if you do a little cleaning every day, 
than if you leave it until the day before your guests arrive and then have to clean the 
whole house in one go. This is especially true if you have pain. If you learn exactly 
how much cleaning or anything else you can do before the pain starts, or gets worse, 
you can make sure in future that you always stop doing those things long before the 
pain starts. So, if you knew, for example, that your guests would be arriving in five 
days, start to clean things up, say, three days before, a little at a time.

There are times when it might be especially tempting to do a lot all at once. For 
example, if you were laid up in bed for a few days with ’flu’ and were unable to do 
your usual work, when you got better you might be tempted to do everything all in 
one go. Similarly, if your pain is bad for seven days on the trot and means you are 
unable to do much, when you get one good day it may be that you overdo things. 
However it is extremely important that you do not fall into the trap of doing too much 
when you feel good. It will not be until after you have come to a halt that you start 
suffering the consequences of having pushed yourself too much. Stop well before you 
feel tired or stiff, this may prevent tiredness and stiffness from overtaking you when 
you do take a rest.

Pacing is particularly important when it comes to increasing the amount of exercise 
you do. We all know that if we suddenly do a burst of exercise we will be very stiff 
the next day. The problem is that whilst we are doing the exercise we usually feel 
fine, it is only later on that we realize that we must have over done things. For this 
reason, when you target behaviours to increase, you must set yourself small, gradually

381



increasing targets. In this and all other activities you must learn stop before the pain 
tells you to. So, if it is difficult to know at the time of doing something when you 
have done too much it is important to try and stop things well before it is too late. 
It may take practise and patience to get the balance right between doing too much and 
doing too little but it will be worth it in the end.

So, always build rest periods into your day, whether you are busy exercising, working 
or socializing, so that you never over do things. If you are given very little notice to 
do something, ask yourself whether it is really necessary that it is done and whether 
you are really the only person who can do it. Maybe somebody else can do it instead. 
Maybe you are

just too demanding of yourself; don’t think that things have to get done. For example, 
if someone phones you up and asks if they can stay at your house tonight, don’t feel 
that you should rush round getting everything ready. It’s quite likely that your guests 
wouldn’t mind, or for that matter even notice, if you didn’t wash the kitchen floor, 
and if you asked them it’s unlikely that they would mind making their own bed up. 
So don’t rush around and fall into the trap of overdoing things for something that is 
not a matter of life and death!

382



Chapter 5

RELAXATION 

Slttacfanfj Stopc ‘E in the Vicious Circle

In the vicious circle described in Chapter 3, it was clear that tension is an important 
part of the problem. To combat this it is useful to learn relaxation skills.

Pain and tension are linked in three ways:

1 Pain is stressful and makes you tense.

2 Pain makes you "guard" to protect your body from more pain.

3 A high level of tension makes the pain feel worse

Many studies have shown that relaxation is a useful self-help treatment for the widest 
variety of pain problems. It seems that relaxation works because:

* learning how to relax helps you identify the effects of tension in these three
different ways

* relaxation will help you calm yourself and reduce pain and cope better with 
other stresses

* relaxation also reduces blood pressure, muscle tension and increases blood flow 
to the fingers and toes

relaxation can help you to get to sleep, and to get back to sleep

relaxation helps you gain feelings of control
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Of course for many people, being able to relax is easier said than done. That is one 
reason why so many people use tranquillisers, pain killers and sleeping tablets. 
However, all
these tablets are really meant for short-term use only. This means they are not really 
suitable for people with chronic pain in the long run.

Relaxation is a skill. Like most skills it can be learned and techniques have been 
developed to help you acquire it.

You may have found it difficult to relax in the past, but this does not mean it is 
impossible. It does mean that you will have learn how to do it and you will have to 
put aside quite a bit of time to practise it. As with most skills, practise makes perfect.

There are good reasons why it is worth your while to take the time and trouble to 
master these techniques.

relaxation makes you feel good

relaxation has no unpleasant side effects

relaxation helps you sleep naturally - with no hangovers

relaxation reduces the tension which may be adding to your pain

relaxation helps you cope with other stresses
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BREATHING EXERCISES

Make yourself comfortable in an armchair or you can lie down. If possible, sit so that 
you can see your stomach.

1) Place your hands lightly on your stomach with your finger tips touching. Now relax 
all the muscles of the stomach - but without forcing it.

2) Wait until you can pick up the rhythm of your breathing. Just watch the in-breath 
and out-breath. Don’t change the breathing - it doesn’t matter if it’s fast or slow, soft 
or loud.

3) Now imagine that each time you breathe in, the air is "breathed in" by your 
stomach. Each time you breathe out, imagine the air is "breathed out" by your 
stomach. Eventually, you may notice your fingertips move together and apart a 
fraction in time with the breathing.

4) Practise the exercise twice a day for 3-5 minutes each time.

RELAXATION EXERCISES

To begin with, you should practise in sitting or lying positions. As you become more 
skilful you should try relaxing when you are standing, walking and even when you are 
doing other things, like talking and driving. Once you get good at it, you can use our 
relaxation technique anywhere. This is important because your pain can get worse 
anywhere, and you won’t always be able to lie down at those times or places.

You may feel you have too much on your mind or no time to relax. If so, it will help 
if you give yourself "permission" to set aside some time to relax. You can come back 
to those things on your mind afterwards - and your mind might be clearer then.

1 - Make yourself as comfortable as possible - and loosen or remove any tight 
clothing. Try and set aside a special time to relax when you are unlikely to be 
disturbed. It may help if you tell other family members not to disturb you at 
this time. To minimise distraction you may take the telephone off the hook for 
a short while.

2 - Remember, you must not force yourself to relax - that will only make you
more tense.

3 - You may want to begin with the abdominal breathing exercise.

4 - To keep your mind off pain and other stresses, you will need to focus your
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concentration to relax. You will find that your mind will wander, especially 
to begin with. When you notice this, try and gently return your attention to 
what you were doing.

5 - Now relax your body in the way outlined on the tape, by relaxing each group 
of muscles in your body. It will be helpful at first to play the tape each time 
you practise your relaxation exercises, but in time you will be able to relax 
without it.

Basically this is all there is to it! Your relaxation practice will be helped if you 
include some pleasant, relaxing activities in your week. What things do you find 
relaxing to do?? Make a start at doing one or two relaxing activities regularly.

Remember the three important things to keep in mind are:

1 MAKE TIME TO PRACTISE (but don’t force it)

2 FOCUS YOUR MIND - BUT IF IT WANDERS, GENTLY BRING IT 
BACK

3 BE PATIENT AND ACCEPTING ABOUT PRACTISING - THE MAIN 
THING
IS TO DO IT AND AVOID ANY EFFORT OR STRIVING
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Chapter 6 
MANAGING STRESS

Slttackmfi Stapes C &  *D in the ‘Vicious Circle 

1. What is stress?

We feel stressed whenever we feel that the demands put on us outweigh our ability 
to cope. These demands may come from "outside”, such as the pressures from family, 
money, work or studying. They can also come from "inside", for example, because of 
pain. Being human, we cannot avoid stress, but we can all learn how best to manage 
it.

If you have a chronic pain problem, it is particularly important to manage the way 
stress affects your life. Any anxiety will tend to open "the gate" in the spine which 
controls the flow of pain messages to and from the brain.

Although we may think of stress as a "lump" or single problem, it has at least three 
parts.

i. Changes in the body

When we are under stress, special stress hormones are produced and released which 
activate part of the involuntary or "Autonomic Nervous System". These hormones 
cause certain bodily changes, which individuals experience differently.

These changes may include; alterations in breathing, which may speed up, become less 
regular and more shallow; we may sweat; the heart may race; the stomach may feel 
"knotted"; the muscles may tense; we may need to visit the toilet or feel light-headed.

These feelings are not dangerous, and although they may be unpleasant, they fade 
away.

ii. Thinking

The ideas and beliefs we have when facing a particular pressure, the comments we 
make to ourselves, and the mental pictures we form of what may happen in the future, 
all contribute to the stress we feel. As was said in the handout on "Pain, Thoughts and 
Behaviour" we sometimes develop habits of thinking and reacting to problems which 
become automatic, negative and too general.

For example, if you are doing a regular shop at the supermarket and realise you have 
forgotten an important item when you are halfway through the checkout, you may well 
feel stressed and think " I am an idiot, and I’m always doing this". Such thoughts may 
be accompanied by a mental picture of an irritated and frustrated queue behind you.

iii. Behaviour
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This includes what we actually do and say when we are under stress. It may include 
what we are not doing or saying - that is, what we are avoiding - as well.

MANAGING STRESS

2.1 Breathing and relaxation are invaluable aids to help our bodies relax 
physically. Once our bodies and nervous systems are less tense, our minds often feel 
calmer as a result

2.2 Identifying Negative "automatic" thoughts. Thoughts linked to stress in the 
way we have described have been called "automatic" because they just appear in our 
minds, unbidden, automatically. It is not the outside event itself which brings on 
stressful feelings. The thoughts we have about the event will trigger the associated 
anxiety, depression or anger.

EVENT AUTOMATIC THOUGHT FEELING

The same event can cause different reactions depending on the automatic thoughts we 
have. For example; the sound of broken glass outside the front door will produce fear 
if our automatic thought is "the car has been broken into by a burglar". If our 
automatic thought was "Oh, silly cat it’s jumped on the milk bottles again!" our 
feeling will be amusement not fear.

Certain types of automatic thoughts about are particularly common.

a) Catastrophizing thoughts. These happen when we face a difficulty and tell 
ourselves that the probable outcome will be disastrous e.g. if I go to my friend’s house 
for dinner I may have to eat food I usually avoid, and it will make my pain worse for 
the rest of the week.

b) "AH or nothing". This type of thought takes a black or white view of the world. 
For example "If I don’t finish redecorating that room by Sunday, I’m a complete 
failure."

c) Ignoring the positive. This type of thought occurs when we overlook all the 
times in the past when we have coped successfully. We may overlook positive 
experiences as well as ways in which we might cope positively in the future.

For example, a student coming up to an exam may ignore previous occasions when 
he or she has been successful. The student may also indulge in catastrophizing
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thoughts that
failure in one exam may ruin his future career.

d) Overgeneralizing. This happens when we translate one negative experience into 
a general rule of life e.g. "I didn’t get that job. I’ll never get anywhere in life."

e) ’’Should’s & O ught’s” . We often find ourselves using these words e .g ." I should 
do all the ironing today." It is useful to notice when we use them, because we may, 
unthinkingly, be using "rules" which don’t stand up to scrutiny i.e. they may be 
unreasonable and unrealistic.

2.3 Challenging Automatic Negative Thoughts.

Whenever we catch ourselves using automatic negative thoughts, we need to ask 
ourselves:

"Is it true?"

"Is it helpful?"

We then need to challenge the negative automatic thoughts by:

- Using a positive statement

To take an example: Mr. K. a 50 year old long distance lorry driver suffered from 
regular, blinding headaches. A major source of stress for Mr. K. occurred when other 
lorries or
cars followed his lorry too closely on the motorway. He would then have angry 
thoughts, e.g.

"When other people drive like that I can’t help getting angry, and I should teach them 
a lesson."

Sometimes he then braked sharply to frighten the other driver. Of course, he also 
increased his stress that way. Mr. K. gradually learned to minimise his stress by 
changing what he said to himself. He used two coping thoughts.

1) "The important thing for me is to stay relaxed and cool."

2) "Sooner or later that driver will move over, so I’ll just stay in my lane and forget 
him."
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2.4 Changing Behaviour.

Over the years we all get into habits of behaving which may add to the stress we feel.

For example: we may find it difficult to tell other people what we need, or want, or 
feel, in a straightforward way. This kind of "bottling up" can make problems seem 
unmanageable. It may make it hard to ask for the help we need in one situation or 
hard to say "No" to an over-demanding relative or friend in another situation. If we 
continually "put up" with a frustrating situation, we have a "quiet life" in the short
term, but we pay for it in the long-term with increased frustration, tension - and pain.

Managing Stress

Goal Sheet

Over the next week fill in the following stress diary. By doing this you should soon 
become aware of which events trigger miserable thoughts that can lead to stress. The 
week after that, fill in the next stress diary, substituting positive thoughts for the 
negative ones you have when under stress.
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Chapter 7
ASSERTION

flvoidinfj S tapt (D in the ‘Vicious Circle

1. Introduction

We have already looked at how to relax to stop physical and mental tension leading 
to pain, and how to challenge the negative thoughts which might lead to that tension 
in the first place. Now we will look at how negative thoughts and tension can 
sometimes be avoided altogether.

2. Avoiding Stressful Situations

Whilst we may need to subject ourselves to certain sorts of stress, like sitting an exam 
because we want a particular qualification, there are lots of other little stresses, which 
occur throughout our lives, which we could perhaps well do without. A considerable 
number of these stresses occur as a direct result of our own actions.

For example; acting in a passive manner can create stressful situations - for example; 
imagine that a friend asks you to buy some shampoo for them while you are out 
shopping. You agree, but feel irritated with yourself because you know it will be hard 
to find the brand that they want. You can’t find it in the first two shops you try and 
end up making yourself late home by searching for it. This stress could have been 
avoided by kindly and firmly not agreeing to do the task in the first place.

Also, acting in an aggressive manner can create stressful situations - shouting at 
someone, in order to make them give you help with something, may result in them 
being less eager to help you next time you need it, or may even result in them 
refusing to help you at all. Also people are less likely to help if you aggressively 
reject any pleas for help they may make, whilst if you gently refuse to help them and 
give them your reasons for not doing so, they are likely to respect your decision and 
not take it personally.

Both of these ways of responding, passive and aggressive, lead to difficulties which 
can cause stress.
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Passive people tend to be: Aggressive people tend to be:

nervous
insecure
timid

unassertive
over-cautious

shy
easily intimidated

over attentive to other people’s 
needs at expense of own

nervous 
insecure 

short-tempered 
unthinking 
insensitive 

selfish 
over powering

ignores other peoples’s needs, 
thinks only of themselves

The compromise between being passive or aggressive is to be assertive:

Assertive people tend to be:

easy to get on with 
confident 

patient 
thoughtful 

calm
able to express own needs 

not easily intimidated 
liked by others 

you know where you are with them

considers own needs as well as needs of others

We do not all fit neatly into one of these categories. Most people are passive in some 
situations, assertive in others and aggressive in others. But we all make stressful 
situations for ourselves when we behave in a passive or aggressive way.
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3. How to be assertive

There are three simple steps to assertiveness. It is important to understand and practise 
all three steps and to practise them in order. It may seem a lot to learn and perhaps 
also appear rather cumbersome at first and it may seem as though there is an awful 
lot to take in, but with practise it can become second nature.

Step 1 Actively listen to what is being said, then show the other person that
you both hear and understand them.

Step 2 Say what you think or feel.

Step 3 Say what you want to happen.

Step 1 - forces you to focus on the other person and not use the time they are talking 
to build up a defence or attack. Also by really listening you are able to demonstrate 
some understanding and empathy for their situation or point of view even if you do 
not wholly agree with it. A good way to do this is to wait until they have finished 
speaking and then to repeat their viewpoint back to them, starting with the words:

7  understand tfiat.../

Step 2 - enables you to directly state your thoughts or feelings without insistence or 
apology. The word HOWEVER is a good linking step between step 1 and step 2. The 
word BUT on the other hand, may contradict your first statement and therefore be 
unhelpful.
There is a danger that the word HOWEVER could become routine so it is worth 
thinking of a number of reasonable alternatives like: on the other hand, none the less, 
in addition, even so, never the less, alternatively, etc.

'fAfever the Cess I  feel tfiat.../
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'̂ However what I thinks is....’

Step 3 - is essential so that you can indicate in a clear and straightforward way what 
action or outcome you want without hesitancy or insistence. Start step 3 by saying:

'So what I  want is...,'

TEST YOUR ASSERTIVENESS

To see in what circumstances you behave passively and aggressively, just for fun, fill 
in this questionnaire.
This is just for your own benefit, to see what areas you are assertive in and which 
areas you would like to be more assertive in, and is not part of the research.

The following questionnaire is the Gambrill and Richey Assertion Inventory.

Read each sentence carefully, and then consider how likely it is that you would 
behave in the way described, and put a number next to that sentence according to the 
following scale:

4 = always do it

3 = usually do it

2 = do it about half the time

1 = rarely do it

0 = never do it

For example, if you would rarely turn down a request to baby-sit, mark a "1" after that 
item. But if you would always refuse to baby-sit, then place a "4" after it. Do this for 
each set of questions at a time,adding up the total score under each section.
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PAIN DIARY

N A M E:__________________________________________________________

EXAMPLE: If someone had no pain ai 9.00 am
slight pain at 12.00 pm
fairly intense pain ai 3.00 pm
moderate pain at 6.00 pm
extremely intense pain at 9.00 pm

This is how they might fill in ihcir Pain Diary for that day.
Extremely 
intense pain

—
c

\ Js. —

- >

>--1--L ------- S 1 " " 1
No Pain 9 am 12 pm 3 pm 6 pm 9 pm

TIME OF THE DAY

DATE:____

Extremely 
intense pain

No Pain 9 am 12 pm 3 pm 6 pm 9 pm
TIME OF THE DAY
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Assertiveness

Goal Sheet

Look back at the questionnaire and see which area of life you would like to be more 
assertive in, e.g. in social activities. Choose one thing that you would like to change. 
For example, you may like to stop being the one who always does the washing-up or 
you may want to take some faulty goods back to a shop, or ask a neighbour to stop 
parking his car by your front door. Once you have decided what you’d like to change, 
think about how you will go about it in a firm but polite way. Then decide exactly 
when you are going to do it and stick to it.
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Chapter 8
APPLYING RELAXATION TO DAILY LIFE

As we discussed earlier in the booklet, getting wound up or tense does not, on its 
own, cause chronic pain, but it will make pain worse. This can lead to a vicious circle 
of pain - tension - more pain - more tension and so on.

RELAXATION CAN REDUCE TENSION AND STOP PAIN GETTING WORSE

Practising your tape regularly was the first step towards becoming more relaxed. We 
are ready now to move onto the next step: applying relaxation to the whole of your 
life.

HOW TO APPLY RELAXATION

1. Learn Quick Relaxation

- Set aside a few minutes mentally in which to relax.

- Make yourself as comfortable as you can.

- Use your diaphragmatic breathing, breathe slowly, hold it a moment, then breathe 
out slowly. Let yourself go as loose as possible as you breathe out.

- Repeat the step above, taking a second slow breath and letting the tension ease out 
as you breathe out.

- Now let your breathing go back to normal. But imagine that each time you breathe 
out the tension drains away from your body. Even if you think it isn’t, try to imagine 
it is.

- If it helps, you can repeat a word to yourself as you breathe out, e.g. "relax", "calm" 
or "one".

NB YOU MUST NOT FORCE YOURSELF TO RELAX - IT W ILL ONLY 
MAKE YOU MORE TENSE

NB IT IS NORMAL FOR YOUR MIND TO WANDER, ESPECIALLY AT 
FIRST. JUST BRING YOUR THOUGHTS GENTLY BACK TO THE 
RELAXATION.
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NB THIS NEEDS PRACTISE! TRY TO PRACTISE AT LEAST FOUR 
TIMES A DAY TO BEGIN WITH.

2. Apply Your Quick Relaxation Regularly

- Check your level of tension wherever you are. Use your "Relax" stickers to remind 
you to look out for signs of tension e.g. when washing up, driving, answering the 
phone.

- When you notice tension developing, use the quick relaxation method. Always use 
it early, not when the tension has reached very high levels.

- Combine your quick relaxation method with stress management. This will help you 
stop the vicious circle described in Chapter 3.

In a stressful situation, remember to:

i) check out and challenge any negative thoughts

ii) substitute a positive coping thought

iii) quickly relax your body
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Chapter 9
PAIN CONTROL STRATEGIES

ftttackinp Stape in the Vicious Circle 

Introduction

The amount of things that we can concentrate on at any one time is limited by our 
brain. This is because our brain can only cope with a certain amount of incoming 
information.
The amount of information which reaches the brain is restricted by our attention "spot
light". Only the things which are under this spot-light will be "taken in" by the brain.

If you think about it you will be able to remember many times when you missed 
something that somebody said to you, because you were concentrating on something 
else - your attention spot-light was focused on something other than what that person 
was saying to you, so your brain "didn’t hear" what that person said.

In fact, this kind of thing happens all the time. For example, when you are at a party 
and you hear your name being mentioned, your attention immediately moves so that 
you listen to that conversation rather than the one you were having originally. It is 
only when the person you were initially talking to asks you a question, that you 
realize that you have not heard a word they have been saying for the past few 
minutes.

Also when you are deep in thought, you may not realize for a few seconds that you 
have just stared straight into the face of someone that you know.
This example shows that your attention spot-light can not only stop information from 
the outside from coming in, but can stop information that is already inside your head 
from being considered (your brain already knew who that person was but your 
attention spot-light was focused on something else, so this information did not get 
though).

In this way, if we are busy enjoying ourselves, we may not always feel pain. This 
does not mean that the pain is not there -like the example above, the information (pain 
in this case) is inside, but the attention spot-light is not focused on it. It is similar to 
the idea of television channels - the channels are always there for us to watch, but in 
order to watch a particular channel we must tune into it first. The pain is usually 
always there but our attention spot-light must be on it for us to "feel it". If our 
attention spot-light is not working, like, for example, when we’re asleep, we will not 
feel pain. Similarly, if it is entirely focused on something else, we will not feel pain.

The aim, therefore, is to try, as much as possible, to keep your attention spot-light off 
your pain. This is not always an easy thing to do, but there are many different ways
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in which you can try to do this, and some of them will work better than others for 
you. The thing to do is to try out the various different ways there are of moving your 
spot-light away from your pain and see which one or ones you find most helpful and 
keep trying them. As with everything 
else, practice makes perfect!

There are different ways of moving the spot-light, these divide up into two categories:

1) Passive, for example, watching television or listening to a song; and

2) Active.
The active strategies include both internal and external ways of controlling the pain. 

An example of an active external way of controlling the pain would be focusing on 
a beautiful object and thinking about all its details. An example of an active internal 
way of controlling the pain would be singing.

1. PASSIVE STRATEGIES

i) Watching television - this will only help shift the spot-light away from the pain if 
you watch programmes that you really enjoy. Being bored means that your attention 
spot-light is not focusing on anything in particular, so if you watch a boring 
programme, your attention will most likely shift back to your pain.

ii) Listening to music - as with watching the television, unless you are really involved 
with the music, your attention spot-light may be left free to wander.

2. ACTIVE STRATEGIES

Imagery - (internal). There are two different types of imagery:

1) imagery which helps take your mind off the pain, this is called "imaginative 
distraction", and

2) imagery which helps you to think about your pain in a way which may make it less 
distressing, this is called "imaginative relabelling"

1) Imaginative Distraction:

Thinking of pleasant things can distract your attention very effectively. The trick is 
to think of things which are incompatible with the experience of pain.
For example, you cannot feel both comfortable and in pain at the same time. So, if 
you can effectively think yourself onto a sunny, warm and golden beach, you can’t 
at the same time be thinking about and experiencing a great deal of pain. You need 
to imagine yourself in a situation in which pain has no place.

Alternatively, you can just think about pleasant experiences that you have already had,
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or ones you would like to have, in order to take your mind off the pain. For example, 
pretend you could go on holiday wherever you wanted and start planning the whole 
thing, or think about the last holiday you had.
Using imagery may be something that you automatically do to take your mind off the 
pain. Most people Find it useful in helping them to relax. When using imagery to 
focus attention away from the pain, try to make the images as vivid, colourful and 
detailed as you can. Use all your senses to conjure up the image.

2) Imaginative Relabelling:

This tends to be most effective if it is used once you are relaxed. There are two ways 
of relabelling pain; you can either relabel the pain sensations or you can relabel the 
context of the pain.

a) relabelling the sensations: the idea here is to try and relabel the pain sensations 
so that you view them as un-painful.
For example, think of the pain not as pain but as either a numbness or a tightness - 
that is, something which is an easier experience to bear than the pain itself and 
something which is less distressing.

For example, you could imagine your pain as being red blood cells. To combat the 
pain you could send your army of white cells to the area of pain. These white cells 
could then be ordered to eat the painful red cells, thereby reducing both the intensity 
of the pain and the area of the body that was in pain.

Another example:
A 35-year-old secretary with chronic pelvic pain made very effective use of relaxation 
and sensation relabelling techniques.
She imagined her pain to be a serpent or snake which was eating her organs. She 
would relax, breathe deeply and imagine the oxygen coming into her lungs, then into 
her blood to the site of the pain. Along with the healing white cells of her body, the 
oxygen would attack the serpent which was slowly eaten up by the oxygen cells and 
the white cells. She found this strategy very useful in reducing both pain and distress.

b) relabelling the context: here the task is to imagine that your pain sensations are 
occurring in another context or situation.

For example, if you have a pain in your arm, you could imagine that you are James 
Bond or some other hero, and that you have been shot in the arm whilst running after 
a criminal.
The aim is to change the situation in which the pain is felt, in order to alter the 
meaning of the pain. As we said in the section on "What is Pain?", the situation in 
which the pain is felt and thus the meaning of the pain can greatly alter its experience 
(remember the wounded soldier and the football player - in both cases the pain could 
be seen as a sign of courage or achievement).
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The idea is to try and associate your pain with positive feelings, rather than 
associating it with feelings of misery, fear and anxiety. If you associate your pain with 
positive feelings, the anxiety and depression you may have about your pain will 
reduce; this will help close the Gate, and so will help stop your pain from getting 
worse.

Think about your pain and something that describes how it feels. For example, your 
pain may feel like the grinding of a pestle and mortar, or the turning of a handle or 
you may think of your pain as being like a Gremlin. Whatever it feels like, try and 
think of some image which describes it and then try and think of another 
counteracting image - something which could ease your pain. For example; if your 
pain is like the grinding of a pestle and mortar, imagine pouring oil into the mortar 
to ease the grinding pain. Or, if your pain is like the turning of a handle, imagine the 
hand of someone you trust grasping the handle and slowing it down.

Other active pain control strategies include:

Doing a mental arithmetic task - (internal) anything which is slightly taxing will 
help focus your attention spot-light away from your pain, for example you could count 
backwards from one hundred in three’s (100, 97, 94, 91 etc.)

Reciting poetry to oneself - (internal)

Counting all the tiles on the ceiling - (external)

Planning your next shopping list or next week’s menus - (internal)

Try all of these and any more that you can think of and find out which ones work best 
for you.
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Chapter 10
MANAGING EPISODES OF INCREASED PAIN

As you become more experienced at using skills such as relaxation, stress management 
and pacing, we hope you will find that you are better able to manage your pain. Even 
so, you will still have times when your pain does increase for short periods, and you 
may find it difficult to cope. It is important that you are prepared for dealing with 
these episodes.

Some points to remember:

Whenever you notice an increase in pain severity:

1. P O N T  PANIC

- Panic is catastrophising and will only make things worse

- Panic will not help anyway

- Challenge any negative catastrophising thoughts

2. STOP AND THINK

- i) What have I been doing? - Have I been overdoing something?

- ii) What can I do now?

3. NEXT STEPS

i) Stop what I have been doing, have a short break or look for something else 
to do for a while, (e.g. lie down, go for a walk, do something different)

ii) Relax. Spend 5 minutes (or more) practising my relaxation technique. Try also 
focusing on a special pain coping strategy (e.g. a distracting image or mental 
arithmetic)

iii) Make a plan. For example; make myself a cup of tea and call a friend for a 
chat - but try not to talk about the pain.
Make sure I challenge and stop any negative thoughts. Be realistic. I know I 
can’t make the pain go away completely, but I can cope with it. I’ve coped 
with this pain before, I can do it again. Even when it gets really bad I know 
it won’t stay like that for too long.

If need be cut down on planned activities for that day, but don’t cut them out.
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4. WHEN THE PAIN STARTS TO EASE

- Praise myself for what I did

- Spend some time reviewing how I coped this time

- What do I like about what I managed to do?

- What could I do better next time?

- Perhaps I should pace my activities more

- Perhaps I overdid what I was doing before the pain increased. I’ll use that as a 
guide for next time.

To remember these points it may help to write down the headings on a piece of paper 
or card and carry it with you.
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Appendix 10. Demographic details of patients in trial vs. having routine treatment

Routine treatment

n = 129

Trial

n = 178

Significance
level

Age in years median (5th, 35.0 (18.0,61.9)
95th percentiles)

Sex M

F

M arital status

single

married/cohabiting

divorced

separated

widowed

Social Class

I (Professional)

II (Intermediate)

III N (Skilled non-manual)

III M (Skilled manual)

IV (Semi-skilled)

V (Unskilled)

Unclassified

19 (14.7%) 

110 (85.3%)

Duration in years median 2.0 (0.3,12.0) 
(5th, 95th percentiles)

56 (43.3%) 

55 (42.5%) 

10 (7.8%)

4 (3.1%)

4 (3.1%)

4 (3.1%) 

32 (24.8%) 

28 (21.7%) 

14 (10.9%) 

12 (9.3%)

38.0 (21.0, 60.0) p<0.05

28 (15.7%)

150 (84.3%)

39 (30.2%)

68 (38.2%) 

84 (46.7%) 

20 ( 11.2%) 

5 (2.8%)

2 ( 1. 1%)

8 (4.5%) 

42 (23.6%) 

53 (29.8%) 

16 (9.0%) 

14 (7.9%)

3 (1.7%) 

42 (23.6%)

ns

2.0 (0.3, 19.0) ns

ns

ns
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Appendix 10. continued.

Routine treatment Trial

n = 129 n = 178

Employment Status

Employed 84 (65.1%) 120 (67.4%)

Unemployed 10 (7.8%) 21 (11.8%)

Student 17 (13.2%) 11 (6.2%)

Retired 2 (1.6%) 7 (3.9%)

Homecarer 15 (11.6%) 16 (9.0%)

Long term sick 1 (0.8%) 3 (1.7%)

Referral

GDP 95 (73.7%) 137 (77.0%)

GMP 21 (16.1%) 19 (10.7%)

Specialist 13 (10.2%) 21 (11.8%)

Other/missing 0 1 (0.6%)

Significance
level

ns

411



Appendix 10. Comparison o f clinical features o f patients accepting treatment
within the trial or the routine clinic

Routine treatment Trial Significance
level

n = 129 n = 178

Character

ache 96 (74.4%) 136 (76.4%) ns

throbbing 35 (28.1%) 62 (34.8%) n

sharp 29 (22.4%) 47 (26.4%) ns

discomfort 33 (25.6%) 31 (17.4%) ns

stabbing 10 (10.1%) 20 (11.2%) ns

bum 12 (9.3%) 21 (11.8%) ns

Pain site

TMJ 97 (75.2%) 252 (80.2%) ns

face 53 (41.1%) 118 (37.6%) p<0.05

alveolus/jaw 23 (17.8%) 49 (15.6%) ns

scalp 18 (13.9%) 39 (12.4%) ns

teeth 10 (7.8%) 23 (7.3%) ns

gingiva 1 (0.8%) 3 (0.9%) ns

number of sites
median (5th, 95th) percentiles

2 (1,2) 2 (1,3) ns

Pain variation

Constant 86 (66.7%) 162 (51.5%) ns

Worse am 30 (23.3%) 84 (26.8%) ns

Worse pm 13 (10.1%) 44 (14.0%) p<0.05

prevents sleep 40 (31.0%) 81 (25.8%) ns

disturbs sleep 42 (32.6%) 81 (25.8%) ns
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Appendix 10. continued

Routine treatment Trial Significance

Precipitating factors

none 74 (57.4%) 108 (60.7%) ns

dental 19 (14.7%) 24 (13.5%) ns

trauma 19 (14.7%) 10 (5.6%) p<0.01

emotional upset 8 (6.2%) 21 (11.8%) ns

infection 2 (1.6%) 6 (3.4%) ns

Provoking factors

chewing 83 (64.3%) 107 (60.1%) ns

biting 80 (62.0%) 100 (56.5%) ns

yawning 47 (36.4%) 55 (30.9%) ns

talking 40 (31.0%) 40 (22.5%) ns

emotional tension 18 (14.0%) 45 (25.3%) p<0.05

cold weather 13 (10.1%) 16 (9.0%) ns

cold food 9 (7.0%) 5 (2.8%) ns

hot food 3 (2.3%) 3 (1.7%)
*
ns

hot weather 3 (2.3%) 3 (1.7%) ns

alcohol 2 (1.6%) 2 (1.1%) ns

other 25 (19.4%) 32 (18.1%) ns

Relieving factors

analgesics 37 (28.7%) 71 (39.9%) ns

rest 30 (23.3%) 42 (23.6%) ns

heat 3 (2.3%) 8 (4.5%) ns

alcohol 1 (0.8%) 2 (1.1%) ns

chewing 0 4 (2.2%) ns

413



Appendix 10. continued

Routine treatment Trial Significance

Oro-facial symptoms

clicking TMJ 30 (23.3%) 40 (22.5%) ns

bruxism 45 (34.8%) 80 (44.9%) ns

limited mouth opening 46 (35.6%) 57 (32.0%) ns

sticking TMJ 0 4 (2.2%) ns

occlusal discomfort 7 (5.4%) 6 (3.4%) ns

altered taste 3 (2.3%) 8 (4.5%) ns

Previous consultations

Seen by

GDP 117 (90.7%) 161 (90.4%) ns

GMP 67 (51.2%) 114 (64.0%) ns

Oral Surgeon 25 (19.4%) 49 (27.5%) ns

ENT Surgeon 16 (12.4%) 30 (16.9%) ns

Neurologist 7 (5.4%) 11 (6.2%) ns

Psychiatrist 0 3 (1.7%) ns

Other 8 (6.2%) 11 (6.2%) ns

Number of specialists 2 (1,3) 1 (1,3) ns
median^1*1, 95th) percentiles
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Appendix 10. continued

Routine treatment Trial Significance

Previous treatments

analgesics 73 (56.6%) 120 (67.4%) ns

bite raising appliance 19 (14.7%) 46 (25.8%) p<0.05

antidepressants 10 (7.8%) 25 (14.0%) ns

antibiotics 11 (8.5%) 19 (10.7%) ns

extraction (surgical) 3 (2.3%) 19 (10.7%) p<0.001

restorations 4 (3.1%) 11 (6.2%) ns

acupuncture 1 (0.8%) 11 (6.2%) p<0.05

tranquillisers 6 (4.7%) 4 (2.2%) ns

extraction 3 (2.3%) 7 (3.9%) ns

pulpal extirpation 5 (3.9%) 6 (3.4%) ns

exploration (surgical) 3 (2.3%) 6 (3.4%) ns

exercises (2.3%) 4 (2.2%) ns

osteopathy 5 (3.9%) 4 (2.2%) ns

occlusal adjustment 2 (1.5%) 5 (2.8%) ns

TMJ injection 3 (2.3%) 4 (2.2%) ns

short-wave diathermy 2 (1.5%) 3 (1.7%) ns

TMJ operation 2 (1.5%) 2 (1.1%) ns

other 3 (2.3%) 34 (19.1%) p<0.001

number of treatments 
median(5th, 95th) percentiles

1 (0, 2) 1 (0, 2) p<0.01

number of dental treatments 
median(5th, 95th percentiles)

0 (0, 0) 0 (0, 0) ns
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Appendix 10. continued

Routme treatment Trial Significance
level

n = 129 n =  178

Recurrent pains/conditions

headache 76 (58.9%) 105 (59.0%) ns

back 51 (39.5%) 80 (44.9%) ns

neck 49 (39.9%) 88 (49.4%) ns

migraine 26 (20.2%) 44 (24.7%) ns

irritable bowel 13 (10.1%) 27 (15.2%) ns

abdominal 18 (14.0%) 18 (10.1%) ns

dysfunctional uterine 
bleeding or excessive pain

9 (7.0%) 13 (7.3%) ns

chest 4 (3.1%) 3 (1.7%) ns

number of conditions 
median(5tfa, 95th) percentiles

2 (0, 4) 1 (0,4) ns

Examination findings

asymmetry 1 (0.8%) 26 (1.1%) ns

swelling 5 (4.2%) 3 (1.7%) ns

tenderness to palpation 78 (60.5%) 120 (67.4%) ns

TMJ

tender 60 (46.5%) 145 (46.2%) ns

click 30 (23.3%) 40 (22.5%) ns

crepitus 2 (1.5%) 5 (2.8%) ns

sticking 0 4 (2.2%) ns

interincisal opening (mm) 
median(5th, 95th) percentiles

41 (20, 58) 43 (25,54) ns

Soft tissues

linea alba 56 (46.5%) 66 (37.1%) ns

tongue ridging 12 (9.3%) 16 (9.0%) ns
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Appendix 11.

Block randomisation method

There are four treatment arms of the trial and thus twenty four different ways that the 
four treatments could be arranged in blocks, as below.

The possible treatments were A B C  and D and each was given four numbers between 
0 and 99 to represent the order of treatments as below:

1-4 5-8 9-12 13-16
ABCD ABDC CBAD CBDA

17-20 21-24 25-28 29-32
ACBD ACDB CABD CADB

33-36 37-40 41-44 45-48
ADCB ADBC CDBA CDAB

49-52 53-56 57-60 61-64
BACD BCAD DABC DACB

65-68 69-72 73-76 77-80
BADC BCD A DBCA DBAC

81-84 85-88 89-92 93-96
BDAC BDCA DCBA DCAB

A random number table was then used to order the treatment allocation ignoring 
00, 97, 98 and 99. A sample of the top line of a random number table is given here:

20 17 42 28 23 17 59 66 38 61 02 10 86 10 51 55 92 52 44 25

Envelopes were prepared with sets of treatments (4 in each with the appropriate order) 
according to the random number table. According to the above table the order of the 
envelopes would give the following treatment orders :

ACBD (number 20)
ACBD (number 17)
CDBA (number 42)
CABD (number 28)
ACDB (number 23) etc

The randomisation was stratified by sex; therefore two separate block randomisation 
lists were produced, one for males and one for females.
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Randomized controlled trials have shown that tricyclic antidepressant medi
cation is an effective treatment for chronic idiopathic facial pain (CIFP) 
(Feinmann et al. 1984; Sharav et al. 1987) as defined by Harris (1996). At 
four-year follow up, Feinmann (1993) found that 70% of CIFP patients gained 
pain relief from dothiepin; however, 34% of these patients required regular 
maintenance therapy. Many patients experience recurrent pain and seek re
peated consultations and treatment in response to the cyclic nature of the pain 
(Dworkin et al. 1994). Most suggested treatments for CIFP are clinician 
intensive and dependent upon repeated hospital visits that mean lost working 
hours for patients and a substantial drain on health care resources. Innovations 
are constantly being sought that will increase patients’ self-reliance and inde
pendence from the health care system and thus reduce the pattern of repeated 
health care utilization.

Cognitive behavioral therapy (CBT) in the management of chronic pain, 
although not reproducibly effective in reducing pain severity, enables patients 
to cope more effectively with their pain (Skinner et al. 1990) and addresses 
behavioral aspects of chronic pain (Turner and Chapman 1982). Several stud
ies have demonstrated its efficacy in variety of chronic pain states (e.g., 
O’Leary et al. 1988; Nicholas et al. 1992). Improvement has been shown imme
diately following treatment and in the longer term (Keefe and Van Horn 1993).
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Our study investigated whether the addition o f CBT to the medical treat
ment of CIFP would improve the care of these patients in the short term and 
thus provide the potential for preventing the need for constant maintenance 
therapy or repeated consultations for pain recurrence. This randomized, con
trolled study aimed to compare the effectiveness of an antidepressant medica
tion alone and in combination with six sessions of CBT. We hypothesized 
that: (1) the antidepressant medication would reduce pain severity, distress, 
and interference with life, and (2) the addition of CBT to antidepressant 
medication would result in greater improvement on the measures of distress, 
interference, and life control. An additional aim was to evaluate the possible 
additive effects o f CBT on long-term outcome and to investigate whether it 
may enable patients to manage their own pain without reverting to continued 
review appointments. This chapter reports the preliminary results of the initial 
three-month treatment phase in this continuing study.

METHODS

STUDY POPULATION

Patients were recruited from an initial assessment of 849 patients attend
ing the facial pain clinic at the Eastman Dental Hospital. Those diagnosed by 
an experienced clinician as having chronic idiopathic facial pain were eligible 
for inclusion in the study. Of 389 patients who met the eligibility criteria, 178 
were recruited.

Inclusion criteria

The inclusion criteria were pain for more than three months, attributable 
to a diagnosis of chronic idiopathic facial pain; age over 16 and under 65 
years; and a good written and spoken command of English. Patients were 
permitted the use of proprietary analgesia, routine medication for control of 
medical conditions as prescribed by their general medical practitioner or hos
pital consultant, and contraception.

Exclusion criteria

Patients were excluded for any of the following: a specific medical or 
dental cause for their pain, any pathology detected on the radiographs of the 
temporomandibular joint (TMJ), or a history of epilepsy or heart disease. 
Substance abusers (i.e., narcotics, alcohol) were also excluded, as were preg
nant women and nursing mothers. Patients were not accepted with a history of

\
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psychosis, severe depression, or anxiety. Similarly, patients who had major 
psychological problems or whose level of anxiety and depression would, in 
the opinion of the clinical psychologist, interfere with their ability to learn 
cognitive behavioral strategies, were also excluded.

STUDY MEASURES 

C linical m easures

Patients’ signs and symptoms were noted by the clinician following a 
discussion with and examination of the patient at every visit.

Subjective m easures

A set of self-report questionnaires was presented to the patients in the 
clinic, for completion prior to being seen by the clinician. The questionnaires 
were given to patients at the following visits: initial assessment; week 1 (first 
treatment session, after six weeks at baseline); and week 13 (last treatment 
session).

Pain measures
• Multidimensional Pain Inventory (MPI; Kearns et al. 1985). This self- 

report questionnaire contains 66 items organized in three sections to 
assess the patient’s appraisal of pain and its effect upon various domains 
of their lives. Scores from the first section only are reported here.

• Short McGill Pain Questionnaire (MPQ; Melzack 1987). This self-report 
questionnaire assesses the qualitative aspects and intensity of the patient’s 
pain.

M easures o f  m ood
• Beck Depression Inventory (BDI; Beck etal. 1961). This 21-item scale 

was designed to measure severity of depression. It contains affective, 
cognitive, somatic, and behavioral items.

• Spielberger State-Trait Inventory (Spielberger 1970). This 40-item self- 
report inventory assesses current subjective feelings of anxiety (state) and 
more stable, general feelings of anxiety (trait).

STUDY PROCEDURES 

Clinical procedures and  b lind ing

After giving their written informed consent, patients were randomized to 
one of the following treatment groups: (1) placebo alone; (2) drug alone— 
fluoxetine, a selective serotonin reuptake inhibitor (SSRI); (3) cognitive-
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behavioral therapy plus placebo; or (4) cognitive behavioral therapy plus 
fluoxetine. Patients were advised of whether their initial treatment would 
include drug alone or combined with CBT. An appointment for the first treat
ment session was made. All principal investigators and research staff were 
blind to drug/placebo allocation.

Clinical treatment

The patients had a six-week baseline period between initial assessment 
and their first treatment session. The facial pain clinician saw all patients 
monthly during the three-month treatment period. At each session, progress 
was reviewed, patients’ concerns were discussed, and routine reassurance and 
appropriate counseling were given. The clinician also gave patients a one- 
month supply of the study medication. To assess compliance, at every appoint
ment the clinician noted patients’ reports of drug taking. In addition, those 
patients assigned to have CBT had six one-hour sessions with a clinical psy
chologist during the three-month treatment phase. Patients were asked to 
refrain from having other pain treatment and to have only minimal essential 
dentistry during treatment.

Study drugs

Identical green capsules containing either 20 mg fluoxetine or placebo 
were provided by Eli Lilly, Basingstoke, UK. University College Hospital’s 
pharmacy department packaged the drugs in identical child-proof brown glass 
bottles. Patients were advised to take one capsule every morning for the three- 
month study period.

Content of the CBT sessions

A clinical psychologist experienced in pain management conducted stan
dardized individual clinical interventions. The content of the sessions was 
fixed and contained the following elements: assessment; education about the 
gate control theory; cognitive restructuring; cognitive pain coping strategies; 
relaxation; assertiveness, and communication training; and maintenance of 
gains and coping with acute exacerbations.

Withdrawal criteria

Patients were withdrawn from the study if they requested unblinding to 
the drug/placebo group placement, or if they developed serious physical or 
mental illness.
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ETHICAL CONSIDERATIONS

Ethical approval was obtained in accordance with the guidelines of the 
Declaration of Helsinki (current version, Hong Kong amendment 1989) and 
European guidelines for Good Clinical Practice, from the Eastman Institute 
Research and Ethics Committee (December 1992).

QUALIFICATION FOR ANALYSIS

The prescribed period of treatment was three months. Patients were con
sidered for analysis in the study provided that they had completed two months 
of drug treatment and a minimum of four CBT sessions.

STATISTICAL ANALYSIS

We compared demographic data by one-way analysis of variance and 
used the Wilcoxon test to compare pain and mood scores within the groups. 
We used Spearman’s method to assess bivariate rank correlations between 
pain and distress measures. All data were processed using the statistical pack
age SPSS for Windows version 6.1.3.

RESULTS

The mean age of the patients was 38.8 years (SD 12.2); 84% of patients 
were women. The mean pain duration was 3.8 years (SD 4.8); each treatment 
group included a mixture of both newly diagnosed patients and those with 
refractory pain. Table I lists the number of patients in each treatment group. 
There were no significant differences in the demographic characteristics among 
groups.

Significant differences were found in median pain scores among the groups 
over the three-month treatment period (Fig. 1). MPI pain severity scores were

Table I
Number o f patients in each treatment group, 

and number completing treatment

Treatment Patients
Patients Completing 
Treatment

Placebo 45 31
Drug 44 32
Placebo + CBT 46 30

Drug + CBT 43 26

CBT = cognitive-behavioral therapy.
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reduced in both the drug (z = -2.94, P < .005) and drug with CBT (z = -2.36, 
P < .001) groups. The MPQ visual analog scale also showed reduced scores 
in the drug alone (z = -2.29, P  < .05) and drug plus CBT (z = -2.29, P < .05) 
group. The MPQ present pain intensity scale only showed a reduced median 
score in the drug and CBT group (z = -2.45, P < .05); and improvements were 
seen in both affective and total scores in the drug only treatment group (z = 
-2.32, P < .05 and z = -2.27, P  < .05 respectively). Sensory scores appeared 
unchanged in all groups.

The MPI interference with life scores improved in all groups except pla
cebo only (drug: z = -2.38; placebo + CBT: z = -2.23; and drug + CBT: z = 
-2.63; P  < .05 for all). Patients’ life control scores were increased in both 
CBT treatment groups (placebo + CBT: z = -3.22, P < .001; and drug + CBT: 
z = -3.29, P < .001). Psychological distress as measured by the MPI was 
reduced in the drug alone (z = -2.15, P < .05) and drug and CBT (z = -2.48, 
P < .05) groups. Pain severity as measured by the MPI and MPQ affective, 
sensory, total, and present pain intensity scores were all positively correlated 
with MPI distress scores at corresponding time points (P < .001).

These findings are consistent with the hypothesis that the antidepressant 
drug is effective in reducing pain severity and the distress and interference 
associated with pain. The results also suggest that the addition of CBT to the 
antidepressant drug improves the patients’ control over their lives. The addi
tion of drug to CBT was not required for a reduction in pain interference, and 
CBT without the addition of drug had no measured effect upon patients’ 
distress.

None of the patients at the initial assessment had scores suggestive of 
clinical depression as assessed by the BDI. Mood scores were unaffected by 
the antidepressant. BDI depression scores were unchanged, except for a sig
nificant reduction with placebo and CBT (z = -1.96, P < .05). State anxiety 
was reduced in the placebo and CBT (z = -2.00, P < .05) and the drug and 
CBT (z = -2.25, P < .05) groups only. The percentage of patients who 
dropped out of each of the treatment groups was 31% (placebo), 27% (drug), 
35% (placebo + CBT), and 39% (drug + CBT).

DISCUSSION

We have demonstrated that this SSRI antidepressant improves pain sever
ity in nondepressed chronic facial pain patients. Pain severity measured by 
two different pain scales consistently showed improvement when active drug 
was part of the treatment. It would appear that pain reduction can be indepen
dent of an improvement in depression scores. CBT intervention did not appear
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to have any effect upon pain severity. Numerous chronic pain studies have 
reported similar results (Spence 1989; Skinner et al. 1990; Nicholas et al. 
1992; Pilowsky et al. 1995).

The MPI interference scores were reduced by all except the placebo inter
vention. Many factors influence the extent of interference caused by pain. 
This study measured severity, distress, and overall life control. It is likely that 
these and other factors will contribute to pain interference to varying degrees 
in different persons. The findings suggest that reducing any number of pain 
factors would also reduce the amount of interference caused by pain. The 
literature on pain interference following a period of CBT is not at all conclu
sive, and is probably hindered by the numerous rating scales used to measure 
this dimension of pain effect, which makes any comparisons difficult, but 
when interference improvements occur they are maintained long term (Dworkin 
et al. 1994).

Pain frequently alters patients’ perceptions and feelings about the control 
they have over their lives. CBT was developed in part to improve control and 
is shown here to be effective in a group of mixed chronicity CIFP patients 
following CBT. These findings concur with those of Skinner et al. (1990), 
who in addition showed maintenance of improvements for four weeks post
treatment. Our results support further the use of CBT as an effective method 
to manage pains of differing duration. We suggest that if financial consider
ations allow, CBT should not be reserved merely for those with pain refrac
tory to traditional therapy. Control may be the link between patients’ pain and 
repeated visits or constant maintenance, and further investigation of this pos
sibility is merited.

Patients’ distress was reduced in treatment groups containing the active 
drug, where a reduction in pain severity occurred. CBT alone did not appear 
to decrease distress. This was in contrast to a group CBT intervention in 
mixed chronic pain patients (Skinner et al. 1990) where distress was reduced 
despite pain severity being unchanged. The reduction of distress may be medi
ated directly by the drug or be secondary to a reduction of pain severity in our 
patients. The reduced affective and total MPQ scores in the drug only group 
suggest a selective action of the drug on the affective component of pain, 
which may be partly dependent upon the psychotropic nature of the drug.

The dropout rate in this study is comparable to that of other similar 
studies (Dworkin et al. 1994; Oakley et al. 1994) and reflects the time and 
effort required to complete a successful course of CBT and to complete the 
study questionnaires, which are frequently not part of routine treatment. The 
dropout was highest, although not statistically significant, in the CBT groups. 
Dropout may be due to the increased time requirement of hospital visits, 
which patients report as a reason for not entering a clinical trial (Harrison et
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al. 1996). However, in other studies comparing CBT with routine treatment 
where the number of visits was controlled, higher dropout rates (of the order 
of 45-69%) occurred (Funch and Gale 1986; Pilowsky et al. 1995). Pilowsky 
et al. (1995) have suggested that patients find CBT more demanding, feel 
threatened by its psychological nature, and thus tend to chose another type of 
treatment. They suggest that studies should be conducted that involve only one 
clinician per patient, so that one clinician does not swamp the other. We feel 
that having two clinicians can give mixed messages to the patient, and that a 
lower dropout rate is achieved in this study by having a shared model of care 
to reduce patient confusion.

In summary, our study provided evidence that after three months of treat
ment the antidepressant medication is effective in reducing pain severity and 
distress in nondepressed patients with chronic idiopathic facial pain. In addi
tion, combining drug treatment with CBT reduces the degreeto which pain 
interferes in patients’ lives and increases the control they feel over their lives. 
The continuing study will investigate whether these changes are maintained 
with time.
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