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Abstract 
 
There is emerging evidence from different neuropsychological and empirical clinical studies that pain is now to the 
viewed as an experience with strong emotional and other psychological components and not merely as a sensory phe-
nomenon. This article attempts an in-depth study of the relationship of pain & psychiatric disorders in order to make 
a case for modulation of pain by emotions. Further, the newer dimensions of assessment of pain and the current views 
of multidisciplinary management of pain syndromes relevant for concentration-liaison settings are also critically re-
viewed. It is argued that current trends in multidisciplinary management of pain are a welcome departure from the age 
old Cartesian dualistic approach to illness (German J Psychiatry 2005;8:85-93). 
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Introduction 

ain is an extremely common problem in the general 
population as well as in clinical practice. The eco-
nomic burden could be enormous if the medical cost, 

lost productivity and human suffering are all taken into con-
sideration. Despite major advances in the physical methods 
of treatment large number of patients on treatment contin-
ues to report pain. Last few decades have seen a transforma-
tion in the understanding and approach to health and health 
problems – from the age old mind-body dualism to a holistic 
approach. In this emerging scenario pain remains the epit-
ome of the ultimate psychosomatic phenomenon in terms of 
the newer understanding of its neurophysiologic basis and 
the growing empirical support for the psychologically based 
methods for its management.  

This article has two sections. The first section attempts to 
examine the strength of ‘the case for modulation of pain by 
emotion’ from the following perspectives;  

1. Interface of pain and psychiatry 
2. Poor relation between the physical findings and the 

level of perceived pain and disability 
3. Neuroanatomic basis of perception of pain 
4. Imaging studies on the perception of pain 
5. Current definition and nosology of pain 
6. Assessment of pain  
7. Chronic pain, neuropathic pain and fibromyalgia 

 

The second section deals with the brief review of the evi-
dences of the usefulness of psychotropic drugs (mainly anti-
depressants) and the psychological methods of treatment of 
pain. 

 

P 
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Interface of  pain and psychiatry 

Two types of studies are relevant to examine the interface: 
(1) Pain in psychiatric disorders, and (2) psychiatric disorders 
in chronic pain patients. Relatively larger number of studies 
have addressed the latter than that are available on the for-
mer.  

Pain in Psychiatric disorders 

It has been reported that 59 % of patients referred to a psy-
chiatric consultation–liaison service complained of pain on 
initial evaluation, although only 6 % of all patients were 
referred for this problem (quoted from King 2003). 
Haturvedi (1987b) identified pain in 18 % of patients attend-
ing psychiatric outpatient clinic. In this study middle-aged 
housewives with depression, anxiety and other neurotic 
symptoms reported pain. The prevalence of pain is reported 
to vary from 30 % - 84 % in depression but data on pain 
complaints in different subtypes of depression are not avail-
able (France et al. 1988). The prevalence of pain in a sample 
of 106 psychiatric inpatients was investigated in a London 
psychiatric hospital (Baune and Aljeesh 2004). The point 
prevalence of pain was 50 %, the 6-month prevalence 75 % 
and 12-month prevalence 76.5 %. Low back pain, headache, 
shoulder and neck pain were the most frequent complaints. 
The most frequent psychiatric diagnosis was affective disor-
ders and neurotic stress related and somatoform disorders 
followed by psychotic disorders. Almost 10 % of the all 
patients had been bothered by pain for the last 3 months. 

Pain is a non-criterion symptom of depression and anxiety 
disorders. It has been suggested that this pain is probably 
different from that of chronic pain patients (CPP) seen in 
pain centres. The pain in psychiatric patients is usually in-
sidious in onset, located in multiple sites of cephalic and 
truncal regions (cf. low back and neck in CPP), transient and 
rarely chronic, has poor neuroanatomic correlation and 
nonspecific exacerbating and alleviating factors (France et al. 
1988). 

Psychiatric conditions in chronic pain 
patients 

Comorbidity of pain and depression 

The reported point prevalence of major depression in 
chronic pain population varies between 1.5 % to 54.5 % and 
the reported life time prevalence varies from 20 % to 71% 
(Magni et al. 1990). Interestingly, dysthymia and atypical 
depression are associated with greater severity of pain than 
major depression or adjustment disorder with depressed 
mood (Magni-Guido et al. 1985). McWilliams et al. (2003) 
utilised the National Comorbidity Survey data (part II) 
(n=5877) to study the association between chronic pain 
conditions (arthritis) and common mental disorders. A posi-
tive association was found between chronic pain and mood 

and anxiety disorders (OR 1.92-4.27). The presence of two 
psychiatric disorders were associated with pain related dis-
ability but not the presence of one. A number of views have 
been proposed on the relationship between pain and depres-
sion. 

Is there a constitutional relationship? 

As depressive disorders may be more common (37.8 %) 
(Katon et al. 1985) in the first degree relatives of people with 
chronic pain it has been suggested that there may be a possi-
ble environmental or genetic predisposition for developing 
pain (Chaturvedi 1987a). Pain and depression may coexist 
either independently or as the result of common psychologi-
cal or neurochemical pathway (King 2003).  

Does depression precede pain? 

Blumer and Heilborn (1982) suggested that emotional dis-
turbance in pain prone individuals may give rise to pain.  
This type of pain could be viewed as a masked depression. 

Does pain predict depression? 

There are longitudinal studies to explore the causal associa-
tion of pain and depression. Brown (1990) conducted a 
study with six waves of data collection on self reported pain 
and depression in 243 subjects with rheumatoid arthritis. 
Pain severity predicted subsequent depression in patients in 
the last 12 months of the study. In another study (Atkinson 
et al. 1991) patients with chronic low back pain (CLBP) had 
higher life time rates of major depression, alcohol use disor-
ders and anxiety disorders but the first episode of major 
depression generally followed pain onset. Gamsa (1990, 
1991) reported that pain in the pain clinic patients was asso-
ciated with current levels of depression and life dissatisfac-
tion and not with the personal history antecedents. These 
reports fail to support the view that pain in CPP results from 
pre-existing emotional disturbance. 

Does pain and depression covary? 

Pain affects mood as well as severity of depression and de-
pression becomes fixed as pain continues and becomes 
persistent. Moreover, a positive correlation among depres-
sion, pain and pain behaviour has also been observed. So it 
may be concluded at the present level of evidence that “de-
pression promotes pain and pain promotes depression” 
(Magni et al. 1994) 

Pain comorbidity with other psychiatric disorders:  

Only a limited number of studies have addressed the issue of 
prevalence of DSM III diagnoses other than affective disor-
ders in CPP. The findings of the important studies are 
shown below. 

Although several discrepancies are present across the studies, 
mainly for those DSM diagnoses that have questionable 
reliability, it is evident that a wide range of mental illness is 
present in CPP and that majority of CPP will have an axis I 
diagnosis. Furthermore, CPP may have psychopathology 
preceding the onset of pain (Polatin et al. 1991). 
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Table 1. Comorbid Psychiatric Disorders in CPP 
 

DSM III Diagnosis Fishbain 
(1986) 

(sample 
from a pain 

centre) 
(N=283) 

 

Reich et 
al. 

(1983) 

Katon et al.
(1985) 

(sample 
from inpa-
tients in a 

pain centre)
(N=37) 

Somatisation disorder  3.9% 12% 16.2% 
Conversion disorder 37.8% - - 
Psychogenic pain 0.3% - - 
Hypochondriasis 0.7% - - 
Anxiety disorder 62.5% 7% 11.0% 
Substance use disor-
der 

14.9% 2% 24.3% 

Factitious disorder - 2% - 
Personality disorders 59% 37% - 

Histrionic 11.7% - - 
Dependent 17.4% - - 
Passive Aggres-
sive 

14.9% - - 

 

Poor relation between the physical find-
ings and the level of perceived pain and 
disability 

The level of perceived pain in CPP is not always associated 
with appropriate physical findings. It is estimated that the 
clear physiological aetiology cannot be identified for as many 
as 85 % of the patients with low back pain (Deyo and 
Weinstein 2001). At the same time these complaints do not 
always warrant a psychiatric diagnosis. In a study in which 
MRI of the lumbar spine was performed in asymptomatic 
subjects, Jensen et al. (1994) found that 64 % had at least 
one abnormal disc and 38 % had two or more.  

As a corollary, physicians’ prediction of functional status 
based on the physical examination does not match well with 
the CPPs’ functional status. This is due to the fact that the 
physicians have great difficulty in estimating anxiety, pain 
and activity limitation from patients’ self report and physical 
examination. Moreover, physical findings in CPP are not 
predictive of disability status, treatment outcome and return 
to work. It is thus likely that the mood and the pain related 
beliefs held by the patients are crucial factors in determining 
the perceived level of pain and dysfunction. However, these 
factors do not lend themselves to easy detection in routine 
medical examination.  

Neuroanatomic basis of perception of 
pain 

Pain is transmitted from the periphery to spinal cord by two 
types of nerve fibres- slow conducting and fast conducting. 
These fibres converge on the laminae of the dorsal root of 
the spinal cord, where it is influenced by descending tracts 
from the brain stem locus coerulus and raphe nuclei. The 

raphe nuclei are also influenced by an inhibitory path way 
from the periaqueductal grey mater. The fast fibres relay at 
the thalamic nuclei and project to the primary and secondary 
sensory cortex. The slow fibres give collateral to reticular 
formation and relay at thalamic nuclei and project to the 
whole of the prefrontal cortex.  

There is evidence that synaptic neurotransmitter secreted by 
primary afferent fibres subserving mild pain is glutamate and 
the neurotransmitter subserving severe pain is substance P. 
The latter is a polypeptide found predominantly around the 
free nerve ending receptors and in the spinal cord posterior 
horns. 

The above neuroanatomical model of pain indicates that 
pain is not a simple sensation but is modulated by the de-
scending influences of serotonergic and noradrenergic func-
tions which are also involved in the regulations of mood. 
The prefrontal cortex that exercises executive control over 
all other cortical centres further influences the experience of 
pain.  

Imaging studies on the perception of 
pain 

Certain recent studies on imaging have supported the role of 
emotion and other higher mental functions in pain percep-
tion. Studies (Grachav et al. 2000, Hsieh et al. 1995a & 
1995b,) using PET, SPECT and fMRI have shown that 
experience of noxious stimuli are associated with activation 
of multiple areas of the brain like primary somatosensory 
areas, secondary somatosensory areas and anterior cingulate 
cortex (ACC), insula, lentiform nucleus, prefrontal cortex, 
inferior parietal cortex, primary and secondary motor cortex, 
cerebellum and brainstem. Activation of these areas repre-
sents sensory, emotional and cognitive components of the 
pain experience as follows: 

Sensory = S1, S2 
Affective = ACC and insula 
Cognitive = prefrontal and parietal cortex  
Inhibited motor response = lentiform nucleus and motor 
cortices  
 

Mental activity training can apparently have an impact on the 
activation pattern to noxious stimuli. A study using fMRI 
(Jackson 2000, quoted from Fishbain 2003) has shown that 
instruction for mental imagery can modify the activation 
response i.e. increase the number and volume of activated 
regions during noxious stimuli. Similarly a study using PET 
has shown that hypnotic suggestion reduces the activation of 
ACC that is associated with the unpleasantness of perception 
of heat (Rainville 1997). It has been argued that this could be 
the neuropsychological basis of relaxation, anticipation and 
hypnosis response in perception of pain. 

Previously experienced visceral pain (angina, labour pain) 
associated with strong emotion can be reproduced by stimu-
lation of the posteroinferior regions of thalamus that project 
to parietal operculum and insular cortex. Similar pain with-
out an affective component can be elicited in patients with-
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out the previous experience of such pain. Thus the thalamic 
stimulation probably activates a memory trace of the emo-
tional component of pain which is the result of a previous 
experience. This is called a pain memory. The structure 
related to memory here is the insula that is now understood 
to play some role in preserving the memory of events related 
to painful stimuli (Treede et al. 2000). 

Current definition and nosology of pain 

The holistic view of pain experience is now reflected in the 
definition and nosology of pain. International Association 
for the Study of Pain (IASP) (Merskey and Bogduk 1994) 
defined pain as an unpleasant emotional or sensory experi-
ence associated with actual or potential tissue damage or 
described in terms of such damage. The operational word 
experience in this definition places pain outside the realm of 
simple sensation. Institute of Medicine committee on Pain, 
Disability and Chronic illness behaviour (Osterweis et al. 
1987) defines experience of pain as more than a simple sen-
sory process - a complex perception involving higher levels 
of CNS, emotional states and higher order mental processes.  

A new pain- related category “pain disorder” has been cre-
ated in DSM IV replacing the old category of somatoform 
pain disorder with predominantly presumed psychological 
underpinnings. The pain disorder is to be described with 
psychological factors, psychological and general medical 
conditions and with only general medical conditions. This 
approach perhaps precludes the fact that psychological and 
medical factors may not be differentiated in every individual 
case. Thus it offers a broader clinical approach to pain dis-
order. IASP offers a multiaxial classification of pain in which 
psychological factors are mentioned in axis II and V: 

I –  Region (head, face, mouth etc) 
II –  Systems (nervous system, connective tissue system 

etc.) 
III –  Temporal characteristics of pain (single episode, 

continuous, recurring etc.) 
IV –  Patients’ statement of intensity (mild, medium severe 

etc.) 
V –  Aetiology (inflammatory, neoplasm psycho physio-

logical, psychological etc.)  

Assessment of pain  

Pain is a multidimensional experience, so there are many 
aspects of acute/ chronic pain that the clinician and re-
searchers may want to assess. The methods chosen will be 
affected by the purpose for which the assessment is made.  

There are three main issues: 
 

- To determine the suitability of a patient for treat-
ment 

- To determine the individual patient’s strength and 
weakness,  so as to match or tailor a treat pro-
gramme effectively 

- to evaluate change during treatment at follow up 
periods. 

 
Following dimensions of pain are assessed from a mental 
health perspective: 

Pain behaviour – this refers to all verbal and nonverbal outputs 
of the patient that a reasonable observer would characterize 
as suggesting pain (posture, facial expression, lying down, 
taking medication etc). Pain behaviour correlates with physi-
cal findings, perceived severity of pain, and functional im-
pairment and scores of illness behaviour questionnaire 
(IBQ). Pain behaviour can be assessed in three ways. I) Di-
rect observation – done in clinical and natural settings and is 
useful for knowing the environmental influences on pain so 
helps in functional analysis of pain. The observation is done 
by frequency counts or by using rating scales – like Univer-
sity of Alabama (UAB) Pain Behaviour Scale. (Turk and 
Matyas, 1992). II) Electromechanical devices – by a clock 
near the head or a pedometer to record the ambulatory be-
haviour. III) Self-evaluation – is useful as it gives responsibil-
ity to the patient but is less reliable than the objective meth-
ods, so the combined methods are better than a single 
method. A discrepancy between the two does not mean that 
pain may not be real but that there may be influences of the 
environmental factors on pain. 

Pain and illness behaviour – Because pain can be influenced by 
such a wide variety of factors, the concept of illness behav-
iour has been found by some to be useful. The parameters 
that need to be considered in pain related illness behaviour 
are I) pain perception II) decision making whether to seek 
treatment and from whom to seek treatment III) the mean-
ing of the pain to the patient IV) the manner in which the 
patient communicates about pain. V) The effect the pain has 
on the patient’s functioning. Among the factors that affect 
illness Behavior are cultural background, socioeconomic 
status, psychological mindedness, experiences, memory and 
learning.  

Pain-related beliefs- A person’s beliefs about self efficacy and 
expectation from treatment are likely to alter pain response. 
Three psychological variables namely the tendency to catas-
trophize, appraisal of control and fear avoidance beliefs 
about pain activity were found to predict the disability in 83 
CLBP patients even after adjusting for age, sex and pain 
intensity (Woby et al. 2004). The role of ethnicity in control 
appraisal, coping and adjustment to chronic pain were stud-
ied in a sample of 128 black Americans and 354 white 
Americans. The black patients reported lower perceived 
control over pain, more external pain coping strategies and a 
stronger belief that others should be solicitous when they 
experienced pain and also reported higher levels of depres-
sion and disability even after controlling for pain severity 
(Tan et al. 2005). However, ethnicity did not account for a 
significant amount in the total variance. 

Acceptance of pain: This means that the patient should better 
focus on participation in valued activities and pursuit of the 
relevant goals and not on avoidance of the activities and 
control of pain. Acceptance of pain prepares the patient for 
self management of pain and has been shown to be associ-
ated with less pain, disability, depression and better work 
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status in 230 adult pain patients (Mc Cracken and Eccleston 
2003). 

Readiness to change: This is a construct that assesses the moti-
vation of the patient to self mange pain. There are four 
components in it – precontemplation, contemplation, action 
and maintenance. Glenn and Burns (2003) have shown with 
65 chronic pain patients in a multidisciplinary treatment 
program that low precontemplation but high contemplation 
and action are associated with better coping strategies and 
improved outcome. 

Meaning of pain: The social context of the meaning of pain is 
an important determinant of the pain response. Beecher 
(1956) observed that soldiers severely wounded in battle 
often did not complain of pain or described pain of a level 
far below that which would be expected. He postulated that 
this might have reflected the relief felt by the soldiers that 
they would be removed from the battlefield and their lives 
could no longer be endangered.  

Pain and personality: A pain prone personality has been de-
scribed in the literature with the characteristics of excessive 
guilt, pain being used to atone the guilt and repressed aggres-
sion. Personality disorders are also associated with chronic 
pain conditions. Neuroticism has been reported to be posi-
tively associated with passive coping and pain intensity whe-
reas extraversion with active coping strategies (Ramirez-
Maestre et al. 2004). 

Chronic Pain, Neuropathic Pain and 
Fibromyalgia 

Chronic pain may be nociceptive (i.e., resulting from injury 
or inflammation of somatic or visceral tissue) or neuropathic 
(i.e., resulting from neuronal maintenance of pains either 
peripherally or in the central nervous system). Three types of 
chronic pain are recognized: psychogenic, inflammatory, and 
neuropathic. The symptoms which suggest neuropathic pain 
include spontaneous pain, hyperalgesia and allodynia. Vari-
ous mechanisms underlying neuropathic pain especially 
neuroplastic changes, will help us understand the patient 
with neuropathic pain better and also open avenues for 
therapeutic advances in this field (Pridmore et al. 2002). 
Patients with fibromyalgia also display clinical features 
common in neuropathic pain suggesting that there might be 
some overlap (Offenbaecher, Ackenheil 2005). Fibromyalgia 
is a chronic disorder characterized by widespread muscu-
loskeletal pain, fatigue and multiple tender points. Research 
during the past decade has demonstrated similar abnormal 
pain processing in fibromyalgia and related chronic pain 
syndromes (Goldenberg et al. 2004). 

Avenues for management of  pain  

Psychotropic drugs in chronic pain 

Several placebo controlled studies have been conducted in 
acute and chronic pain conditions. Fairly consistently sero-
tonergic-noradrenergic drugs have been found to be more 
effective than the pure serotonergic or noradrenergic drugs. 
However, the results are not so encouraging in pain with 
mixed etiologist. 

Four meta-analyses were performed, two on various types of 
chronic pain (Onghena and Houdenhove 1992, Guiraud and 
Chaumeil et al. 1987), one on neuropathic pain (McQuay et 
al. 1996), and one on alleged psychogenic pain disorder 
(Phillipp and Fickinger 1993). The findings are consistent in 
suggesting that antidepressants do have antinociceptive 
effects. The beneficial effects of AD for most pain condition 
are not related to mood. The presence of depression is not 
required for analgesic response. CPP may have an analgesic 
response to lower doses of AD than those used to treat 
depression.  

The development of newer classes of antidepressants and 
second-generation antiepileptic drugs has created unprece-
dented opportunities for the treatment of chronic pain. 
These drugs modulate pain transmission by interacting with 
specific neurotransmitters and ion channels. Tricyclic anti-
depressants (e.g., amitriptyline, nortriptyline, desipramine) 
and certain novel antidepressants (i.e., bupropion, venla-
faxine, duloxetine) are effective in the treatment of neuro-
pathic pain. The analgesic effect of these drugs is independ-
ent of their antidepressant effect and appears strongest in 
agents with mixed-receptor or predominantly noradrenergic 
activity, rather than serotoninergic activity. First-generation 
antiepileptic drugs (i.e., carbamazepine, phenytoin) and sec-
ond-generation antiepileptic drugs (e.g., gabapentin, pre-
gabalin) are effective in the treatment of neuropathic pain. 
The efficacy of antidepressants and antiepileptic drugs in the 
treatment of neuropathic pain is comparable; tolerability also 
is comparable, but safety and side effect profiles differ. Tri-
cyclic antidepressants are the most cost-effective agents, but 
second-generation antiepileptic drugs are associated with 
fewer safety concerns in elderly patients. Tricyclic antide-

Table 2. Antidepressants and Antiepileptic Drugs 
Used to Treat Chronic Pain 

Tricyclic antidepressants 
(secondary amines) 

Desipramine, nortriptyline 

Tricyclic antidepressants 
(tertiary amines) 

Amitriptyline, imipramine 

SSRIs Fluoxetine 

SNRIs  Venlafaxine, duloxetine, 
milnacipran 

Antiepileptic drugs (block-
ers of the α2δ subunit of 
voltage-dependent calcium 
channels) 

Gabapentin, pregabalin 
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pressants have documented (although limited) efficacy in the 
treatment of fibromyalgia and chronic low back pain. Recent 
evidence suggests that duloxetine and pregabalin have mod-
est efficacy in patients with fibromyalgia (Maizels & Mc 
Carberg 2005) 

 Tricyclic antidepressants are thought to affect pain trans-
mission in the spinal cord by inhibiting the reuptake of 
norepinephrine and serotonin, both of which influence de-
scending pain pathways. In addition, histamine H1-receptor 
affinity (associated with sedation) may be correlated with the 
analgesic effect of antidepressants. Amitriptyline also has an 
analgesic effect in patients with acute pain. Its dosage is 10 
to 25 mg at bedtime; increase by 10 to 25 mg per week up to 
75 to 150 mg at bedtime or a therapeutic drug level. The 
novel antidepressants venlafaxine and duloxetine have bal-
anced inhibition of serotonin and norepinephrine reuptake 
without blockade of other neuroreceptors that are responsi-
ble for typical tricyclic side effects. Duloxetine is prescribed 
in the dosages of 20 to 60 mg per day taken once or twice 
daily in divided doses (for depression); 60 mg twice daily for 
fibromyalgia. The mechanism of action of bupropion is 
uncertain but involves blockade of dopamine uptake. 

Antiepileptic drugs act at several sites that may be relevant to 
pain, but the precise mechanism of their analgesic effect 
remains unclear. These agents are thought to limit neuronal 
excitation and enhance inhibition. Relevant sites of action 
include voltage-gated ion channels (i.e., sodium and calcium 
channels), ligand-gated ion channels, the excitatory receptors 
for glutamate and N-methyl-D-aspartate, and the inhibitory 
receptors for GABA and glycine. Antiepileptic drugs may be 
categorized as first or second generation. The second-
generation agents are better tolerated, cause less sedation, 
and have fewer CNS side effects. Gabapentin is prescribed 
as 100 to 300 mg at bedtime; increased by 100 mg every 3 
days up to 1,800 to 3,600 mg per day taken in divided doses 
three times daily. Dosage of pregabalin is 150 mg at bedtime 
for diabetic neuropathy; and 300 mg twice daily for posther-
petic neuralgia. 

Psychological methods of treatment 

The multidimensional pain experience makes avenues for 
usefulness of psychologically based methods, for example:  

- Methods targeted to the physiological system –
biofeedback, hypnosis, relaxation 

- Methods targeted to pain behaviour  – operant con-
ditioning (contingency management)  

- Methods targeted to psychological aspects of pain – 
cognitive coping  

 
Acute pain: The goal here is to relieve the pain. The Acute 
Pain Management Guideline Panel (1992) highlighted the 
importance of employing cognitive and behaviourally based 
intervention like relaxation, imagery, biofeedback as well as 
education and instruction in the management for postopera-
tive and acute pain (King 2003).  
Chronic pain: The goal of treatment is to address functioning 
as well as the pain. In many cases this requires refocusing the 
patient away from the pain. In essence patients with chronic 

pain must learn to have control of their lives back from pain. 
Following are some of the methods used for the manage-
ment of chronic pain. 
Contingency management: It has been proposed that verbal and 
nonverbal pain behaviour is learnt by operant conditioning 
with social reinforcement positively by getting higher level of 
attention from others and negatively by avoidance of un-
wanted responsibilities. The aim of contingency management 
is to reduce pain behaviour and improve well Behavior and 
facilitate return to work. Fordyce (1976) in an inpatient pro-
gramme (2-6 week) has shown the dramatic effects of this 
method on pain Behavior.  

Fordyce’s work has been criticized on three fronts that pain 
behaviour may not be affected by social contingencies, oper-
ant methods do not treat pain and a positive treatment out-
come does not establish the operant factors as the aetiology 
of pain and pain behaviour. Fordyce (1989) has later deem-
phasized the role of social contingencies and believes that 
pain related beliefs and avoidance behaviour of CPP is al-
tered by operant methods. 

Cognitive coping methods: Cognitive interventions refer to tech-
niques that attempt to influence pain through medium of 
thoughts and include individuals’ intentional processes, 
images and self-statements. Fernandez and Turk (1992) 
identified 6 such techniques: 
 

I. Pleasant imaginings (thinking of a bunch of flow-
ers) 

II. Rhythmic cognitive activity – like counting back-
wards from 100 in 3’s  

III. External focus of attention – e.g. counting ceiling 
tiles. 

IV. Pain acknowledging – e.g. reappraising the pain ob-
jectively such as concentrating on the dullness and 
numbers. 

V. Dramatized coping – like imaging you are playing a 
heroin role in a competitive setting.  

VI. Neutral imaginings – imagining being in neither 
arousing nor unpleasant situation, watching televi-
sion, or attending a lecture. 

 

The authors report a metaanalysis of 51 studies using above 
techniques and report that nearly 85% of the studies showed 
that the strategies are effective in increasing pain tolerance 
for experimental pain and reducing clinical pain ratings. 
There is perhaps more support for the usefulness of imagi-
nary and less support for pain acknowledging. 

Multidisciplinary treatment: There are several physical and psy-
chological methods that are now used to treat pain. Multidis-
ciplinary treatment approach uses any combination of these 
treatment methods. The indications of multidisciplinary 
treatment are the following:  
 

- Chronic pain or chronic benign pain > 6months in 
duration 

- Surgical failure (failed back surgery syndrome) 
- High-level pain behaviour 
- High-level functional disability 
- Severe suffering 
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- Significant psychopathology as a result of the chro-
nic pain. 

- Contraindications include: 
- Chronic pain patient’s unwillingness to participate 

in a pain management program. 
- Unrealistic expectation of what can be accom-

plished (e.g., that pain will be completely allevi-
ated). 

 

Several studies have shown the benefits of such program in 
increasing the activity levels. Mc Arthur et al. (1987) reported 
stable improvement of a large sample of chronic low back 
pain over a 5 year follow up period. A meta-analysis (Flor et 
al. 1992) of 65 studies has shown that multimethod treat-
ments are superior to waitlist controls, no treatment or con-
ventional medical/ surgical treatment. Corey, Etlin and 
Miller (1987) treated 72 patients by therapists going to the 
patients’ home for 6-month period. Follow-up results at 18 
month showed significant lifestyle changes were largely 
maintained with nearly 70% identified as having achieved 
and maintained vocational goals. Recent studies have also 
tested the efficacy of out patient pain management program 
for the CPP and reported positive results post treatment( 
Dysvik et al. 2004) and at one year follow up (Joos et al. 
2004). 

Perception of control: In contrast to cognitive control, behav-
iorale control where a subject is able to do something to 
reduce pain has also been tested in studies. Bowers (1968) 
showed that the subjects endured more pain when they are 
able to turn off the aversive stimulus suggesting better cop-
ing with pain. The development of PCA (patient controlled 
analgesia) in the management of post-operative pain is based 
on the strategy of perception of control over pain. In PCA, 
patient self-administers post-operative analgesic via an easily 
controlled pump-injection system. It has been shown that 
patients take less morphine from a PCA machine than they 
do if it is administered by a nurse (Mackie, Coder & Hill 
1991).  

Barriers to psychiatric consultation 

While psychiatrists are well placed to contribute to the field 
of pain medicine due to their knowledge of the brain and the 
brain active medication, yet in clinical practice we notice 
several barriers to psychiatric consultation. 

A referral to psychiatrist may mean to the patient:  
 

- The pain is not real 
- Physicians are giving up on them  
- Physicians have failed to diagnose the underlying 

disease 
- They refuse to have a psychiatric consultation and 

insist on physicians’ finding out the cause of the 
pain 

- Physicians refer only when they think no organic 
pathology could be detected 

 

Role of the consultation-liaison psy-
chiatrist  

Convince the physicians and surgeons through active dia-
logue that:  

- Organic and functional distinction is not always 
possible or desirable in every individual case 

- mental health professionals have significant role in 
the management of both acute and chronic pain  

- a combined approach is indicated for a majority of 
patients 

- Patients should never be referred with the sugges-
tion that there is no physical basis for their pain 
and so they should seek the help of psychiatrist.  

 

Explain to the patient that: 

- the pain and their suffering is real 
- certain methods of treatment may help them cope 

better 
- with the pain, or get relief from the pain and regain 

function early  
- these methods very well continue with medical and 

surgical methods for pain relief. 

Conclusions 

The age old view of pain as an unpleasant sensation has 
given place to the understanding that the pain is an experi-
ence comprising of nociception and perception and so all the 
mental processes involved in complex perception also influ-
ence the experience of pain. The dualism of body and mind 
is no more valid in the current approach to pain manage-
ment. Effective pain management must include a multidisci-
plinary approach. 

References 

Atkinson JH, Slater MA, Patterson TL, et al. Prevalence, 
onset, and risk of psychiatric disorders in men with 
chronic low back pain: a controlled study. Pain 1991; 
45:111-121. 

Baune MPH BT and Aljeesh Y, Is pain a clinically relevant 
problem in general adult psychiatry? A clinical epi-
demiological cross-sectional study in patients with 
psychiatric disorders, Schmerz, 2004, 18 (1) 28-37. 

Beecher HK: Relationship of significance of wound to pain 
experienced. JAMA 161: 1609-1616, 1956. 

Blumer D, Heilbronn M: Chronic pain as a variant of de-
pressive disease: the pain-prone disorder. J Nerv 
Ment Dis 170: 381-394, 1982.  

Bowers, K.S. Pain, anxiety and perceived control. Journal of 
Consulting Clinical Psychology, 1968; 32, 596-602. 

Brown GK. A casual analysis of chronic pain and depres-
sion. J. Abnorm Psychol 1990; 99: 127-137. 



SENGUPTA & KUMAR 

 92 

Chaturvedi SK: A comparison of depressed and anxious 
chronic pain patients. Gen Hosp Psychiatry 9: 383-
386, 1987a. 

Chaturvedi SK: Prevalence of chronic pain in psychiatric 
patients. Pain 19: 231-137, 1987b. 

Corey, D.T., Etlin, D., & Miller, P.C. A home-based pain 
management and rehabilitation programme: An 
evaluation. Pain, 29, 219-230, 1987. 

Deyo RA. Measuring the functional status of patients with 
low back pain. Arch Phys Med Rehabil 1988; 69: 
1044-1053. 

Dysvik E, Vinsnes AG,Eikland OJ, The effectiveness of a 
multidisciplinary pain management program manag-
ing chronic pain, Int J Nurs Pract, 2004, 10(5),224-
34. 

Fernadez, E., & Turk, D.C. The utility of cognitive coping 
strategies for altering pain perception: A meta-
analysis. Pain, 38, 123-36, 1992. 

Fishbain DA, Goldberg M, Meagher BR et al.. Male and 
female chronic pain patients categorized by DSM-III 
Psychiatric Diagnostic Criteria. Pain 1986; 26: 181-
197. 

Fishbain DA. The psychopharmacologic treatment of 
chronic nonneuropathic pain and its associated psy-
chopathology, in Neuropaychiatry 2nd Edn. (eds. 
Schiffer RB, Rao SM and Fogel BS), 2003, Lippin-
cott, Williams and Wilkins, New York: 799-838. 

Flor, H., Fydrich, T., & Turk, D.C. Efficacy of multidiscipli-
nary pain treatment centers: a meta-analytic review. 
Pain, 49, 221-230, 1992. 

Fordyce WE. The cognitive / behavioural perspective on 
clinical pain. In: Loeser JD, Egan KJ, eds. Managing 
the chronic pain patient. New York: Raven Press, 
1989: 51-64. 

Fordyce, W.E. Behavioural methods for chronic pain and 
illness. St. Louis, MO: Mosby, 1976. 

France RD, Rama Krishnan KR, eds. Chronic pain. Wash-
ington, DC: American Psychiatric Press, 1988. 

Gamsa A, Volos-Freibergs V. Psychological events are both 
risk factors in, and consequences of, chronic pain. 
Pain 1991; 44: 271-277. 

Gamsa A. Is emotional disturbance a precipitator or a con-
sequence of chronic pain? Pain 1990; 42: 183-195. 

Glenn B and Burns JW, Pain self-management in the process 
and outcome of  multidisciplinary treatment of 
chronic pain , evaluation of a stage of change model, 
J Behav Med. 2003, 26(5, 417-33) 

Goldenberg DL, Burckhardt C, Crofford L, Management of 
Fibromyalgia Syndrome. JAMA, 2004;292:2388-2395. 

Grachev ID, Fredrickson BE, Apkarian AV. Abnormal brain 
chemistry in chronic back pain: an in vivo proton 
magnetic resonance spectroscopy study. Pain 2000; 
80: 7-18. 

Guiraud-Chaumeil B, et al. Lack of correlation between 
plasma levels of amitriptyline (and nortriptyline) and 
clinical improvement of chronic pain of peripheral 
neurologic origin. Clin Neuropharmacol 1987;10: 
560-564. 

Hsieh JC, Belfrage M, Stone-Elander S, et al. Central repre-
sentation of chronic orgoing neuropathic pain studies 
by positron emission tomography. Pain 1995a; 63: 
225-236. 

Hsieh JC, Stahle-Backdahl M, Hagermark O, et al. Traumatic 
nociceptive pain activates the hypothalamus and the 
periaqueductal gray: a positron emission tomography 
study. Pain 1995b; 64: 303-314. 

Jensen MC, Bran-Zawadzki MN, Obuchowski N, et al: 
Magnetic resonance imaging of the lumbar spine in 
people without back pain N Engl J Med 331: 69-73, 
1994. 

Joos B, Uebelhart D, Michel BA, Sprott H, Influence of an 
outpatient multidisciplinary pain management pro-
gram on the health related quality of life and the 
physical fitness of the chronic pain patients, J Negat 
Results Biomed. 2004,17,3 (1):1 

Katon W, Egan K, Millder D. Chronic pain: lifetime psychi-
atric diagnoses and family history. Am J Psychiatry 
1985; 142: 1156-1160. 

King SA. Pain disorders, in Textbook of Clinical Psychiatry 
4th Edn. (eds. Hales RE and Yudofsky SG), 2003, 
The American Psychiatric Publishing, Washington 
DC: 1023-1043. 

Mackie AM, Coda BA, Hill HF, Adolescents use patient 
controlled analgesia effectively from relief from pro-
longed oropharyngeal mucositis pain, Pain,1991, 46, 
265-269. 

Magni G, Caldieron C, Regatti-Luchini S, et al. Chronic 
musculoskeletal pain and depressive symptoms in the 
general population. An analysis of the First National 
Health and Nutrition Examination Survey Data. Pain 
1990; 43: 299-307. 

Magni G, Moreschi C, Rigatti-Luchini s, et al: Prospective 
study on the relationship between depressive symp-
toms and chronic musculoskeletal pain. Pain 56: 289-
297, 1994.  

Magni-Guido SR, Schifano-Fabrizio LD. Pain as a symptom 
in elderly depressed patients: relationship to diagnos-
tic subgroups. Eur Arch Psychiatry Clin Neurol Sci 
1985; 235: 143-145. 

Maizels M, Mc Carberg B, Antidepressants and antiepileptic 
drugs for chronic non cancer pain. American Family 
Physician 2005 Feb 1;71(3):483-490. 

McArthur, D.L., Cohen, M.J., Gottlieb, H.J., Naliboff, B.D., 
& Schandler, S.L. Treating chronic low back pain: I. 
Admission to initial follow-up. II. Longterm follow-
up. Pain 29, 1-38, 1987. 

McQuay HJ, Tramer M, Nye BA, et al. A systematic review 
of antidepressants in neuropathic pain . Pain 1996; 
68: 217-227. 

 McWilliams LA, Cox BJ, Enns MW, Mood and anxiety 
disorders associated with  chronic pain: an examina-
tion in a nationally representative sample, Pain, 2003, 
106(1-2), 127-33. 

Merskey H, Bogduk N (eds): International Association for 
the Study of Pain Classification of Chronic Pain, 2nd 
Edition. Seattle, WA, IASP Press, 1994.  

Offenbaecher M, Ackenheil M, Current trends in neuro-
pathic pain treatments with special reference to fi-
bromyalgia CNS Spectrum 2005 Apr; 10(4):285-297. 

Onghena P, Van Houdenhove B. Antidepressant- induced 
analgesia in chronic non-malignant pain: a meta-
analysis of 39 placebo-controlled studies. Pain 1992; 
49: 205-219. 



PAIN AND EMOTION 

 93

Osterweis M, Kleinman A, Mechanic D (eds): Pain and 
Disability, Washington, DC, National Academy 
Press, 1987. 

Phillipp M, Fickinger M. Psychotropic drugs in the manage-
ment of chronic pain syndromes. Pharmacopsychia-
try 1993; 26: 221-234. 

Polatin PB, Kinney RK, Gatchel RJ. Premorbid psychopa-
thology in somatoform pain syndrome. Presented at 
the 144th Annual Meeting of the American Psychiat-
ric Association, New Orleans, 1991; NR553, 181. 

Pridmore S, Pasha I, Kahn U. The Mechanisms of Neuro-
pathic Pain: An Overview for Psychiatrists. German 
Journal of Psychiatry 2002:5:34-39. 

Rainville P. Pain affect encoded in human anterior cingu-
lated but not somatosensory cortex. Science 1997; 
277: 968-971. 

Ramirez Maestre C, Lopez Martinez AE, Zarazaga RE. 
Personality characteristics as differential variables of 

the pain experience, J Behav Med, 2004, 27 (2), 147-
65. 

Reich J, Rosenblatt RM, Tupen J. DSM-III: a new nomen-
clature for classifying patients with chronic pain. Pain 
1983; 16: 201-206. 

Tan G, Jensen MP, Thornby J, Anderson KO, Ethnicity, 
control appraisal, coping and adjustment to chronic 
pain among black and white Americans. Pain Med. 
2005, 6(1), 18-28. 

Treede RD, Apkarian AV, Bromm B, et al. Cortical repre-
sentation of pain: functional characterization of no-
ciceptive areas near the lateral sulcus. Pain 2000; 87: 
113-119. 

Turk DC, Matyas TA. Pain related behaviors – communica-
tion of pain. Am Pain Soc J 1992; 1: 109-111. 

Woby SR, Watson PJ, Roach NK, Urmston M, Adjustment 
to chronic low back pain - the relative influence of 
fear avoidance beliefs, catastrophizing and appraisals 
of control, Behav Res Ther. 2004, 42(7), 761-74. 

 
 

 
The German Journal of Psychiatry · ISSN 1433-1055 · http:/www. gjpsy.uni-goettingen.de 

Dept. of Psychiatry, The University of Göttingen, von-Siebold-Str. 5, D-37075 Germany; tel. ++49-551-396607; fax: 
++49-551-392004; e-mail: gjpsy@gwdg.de 


