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Introduction 

Although severe somatoform disorders are as common 
and disabling as schizophrenia, these disorders have been 
neglected by both psychiatry and medicine. This is 
unfortunate as appropriate treatment improves outcome 
and reduces healthcare costs. To ensure availability of such 
treatments, liaison psychiatry and other services need to 
continue to develop in healthcare settings across Ireland 
with a vision that expands beyond the recent 'Vision for 
Change'. The prevalence, chronicity and level of disability of 
such patients suggests that the current restricted use of the 
term ' severe and enduring mental illness' should either be 
expanded to include severe somatoform disorders or 
abandoned altogether. 

Functional; somatoform; liaison; unexplained. 

Unexplained somatic symptoms and syndromes 

Most somatic symptoms are not associated with a clear 

medical diagnosis or identifiable pathophysiology and are 

considered 'functional'. Such functional somatic symptoms 

are common in the general population. In Germany, Rief et aP 

reported an average of 3.4 symptoms per person over the 

previous two years for which no medical cause was found 

and which had a significant influence on well-being. In the 

US, 10.5% of the general population reported at least one 

unexplained physical symptom over the previous year.2 In 

medical outpatient and inpatient settings, functional somatic 

symptoms appear more common where they account for a 

disproportionately high use of healthcare resources.3 In an 

epidemiological study in Southeast London, Nimnuan et al4 

examined the prevalence of functional somatic symptoms in a 

large cohort (n = 890) of all new outpatient attenders to 

seven different medical specialities. In more than half of the 

sample for whom complete data was available (n = 582), the 

principle somatic complaint was found to be medically unex­

plained following appropriate examination and investigation. 

Patients with such symptoms were more likely to be female 

and younger, and more likely to endorse a physical rather 

than a lifestyle or psychological attribution for their symptoms. 

Functional syndromes (typically groups of unexplained 

somatic symptoms) have long been observed in patients 
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attending different medical specialties. Indeed, almost every 

medical specialty has its own functional somatic syndrome 

as a discrete diagnostic entity (eg. fibromyalgia in rheuma­

tology, irritable bowel syndrome in gastroenterology etc.). 

These syndromes have been the subject of considerable 

research into possible aetiology & pathophysiology but in the 

absence of such explanations, they continue to be defined 

largely by groups of subjectively reported symptoms and 

associated disability. Despite the oft-posited co-occurrence 

of these syndromes in clinical practice, until recently there 

has been little by way of epidemiological data to support this. 

In the same cohort of medical outpatients described above, 

Nimnuan et aP examined the prevalence of 13 different func­

tional somatic syndromes (including fibromyalgia, chronic 

fatigue syndrome, irritable bowel syndrome, tension 

headache, atypical facial pain, temporomandibular joint 

dysfunction, hyperventilation syndrome, non-ulcer dyspepsia, 

globus syndrome, multiple chemical sensitivity, chronic pelvic 

pain, premenstrual syndrome). Of the sample 5 6 % had at 

least one functional somatic syndrome (FSS) and half of 

these had more than one. Aggarwal ef a/6 recently examined 

the prevalence and co-occurrence of four functional somatic 

syndromes (chronic widespread pain, chronic oro-facial pain, 

irritable bowel syndrome, and chronic fatigue) in a general 

population survey, 27% reported one or more syndromes and 

1 % reported all four. There were a number of common 

factors across syndromes including female gender, high 

levels of aspects of health anxiety, reporting of other somatic 

symptoms and reporting of recent adverse life events. This 

finding is in keeping with the observation that among individ­

uals who consult with such unexplained somatic symptoms, 

psychosocial factors play a major role in maintaining symp­

toms and disability. 

Depression and somatic symptoms 
The prevalence of major depression is high among patients 

with chronic medical illness.7 When it is comorbid, depres­

sion is associated with a 5 0 % increase in medical costs as 

well as increased morbidity and mortality. Clinical experience 

also suggests significant co-morbidity of anxiety and depres­

sion among those who report somatic symptoms that are 

medically unexplained. Thus, depression could account for 

somatic symptom reporting. In a landmark study of >25,000 

subjects (>5000 of whom were interviewed) carried out by 

the World Health Organisation in primary care centres across 

14 countries in five continents,8 depression was found to 

present somatically (rather than psychologically) in the major­

ity of cases. Neither cultural factors nor denial of 

psychological symptoms explained this robust finding. 

Both female gender and having a history of early life trauma 

(including sexual abuse) are well-established risk factors for 
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adult anxiety and depression. It is perhaps not surprising 

therefore that somatic symptom reporting is more common in 

females and among those with a history of childhood abuse.9 

This effect however persists after depression has been 

controlled suggesting common trait vulnerability to both 

depression and somatic symptom reporting. 

Pain, the most common somatic symptom reported in the 

general population, is found in a majority of depressives in 

those studies that have looked for it. For instance, in a large 

general population survey in five European countries (n = 

18,980), 28% of those with depressive symptoms also had 

chronic pain and 4 3 % of those who met criteria for major 

depression also had chronic pain. Those with pain had more 

severe depressive disorder.'0 This finding is even more obvi­

ous in healthcare settings. In Canada, more than 3/4 of 685 

patients attending primary care for the first time who fulfilled 

criteria for depression reported painful symptoms" and in 

France, 9 2 % of 150 patients about to be hospitalised with 

major depression had at least one painful symptom.12 There­

fore depression typically presents somatically and pain 

appears to be a core feature of depression. In Ireland as else­

where in the western world, pain medicine services have 

evolved in most healthcare settings to meet the needs of 

patients with chronic pain who are increasing in prevalence13 

and who typically have marked disability. Unfortunately these 

services have not always been resourced or developed to 

include access to assessment by a mental health profes­

sional. 

Somatoform disorders 
Somatoform disorders (including somatisation disorder, 

conversion disorder and somatoform disorder) are psychiatric 

disorders that present with unexplained somatic symptoms 

and disability typically in the general hospital setting. It is 

generally agreed that the current classification of somatoform 

disorders in both DSM-IV and ICD-10 is unsatisfactory and 

requires revision.1417 For instance, many patients with somato­

form disorder are classified under the dubious categories of 

undifferentiated somatoform disorder or somatoform disorder 

- not otherwise specified. Some authors have even called for 

radical revision.18 Severe somatoform disorders are at least 

as common (and as disabling) as schizophrenia.19 21 Smith ef 

a/22 found that their cohort of subjects with somatisation 

disorder (a somatoform disorder characterised by multiple 

medically unexplained symptoms, including pseudoneuro-

logical symptoms, of long duration) spent an average of 

seven days ill in bed each month and in another cohort,23 

10% were wheelchair-bound. Acute general hospitals with 

their biomedical emphasis are ill-equipped to deal with such 

individuals. 

Not surprisingly, patients with somatoform disorders incur 

a disproportionate amount of healthcare costs. In a recent US 

study, the annual healthcare costs (including inpatient, outpa­

tient, emergency department, specialty and primary care) 

were doubled in patients with probable somatoform disor­

der.24 These costs were solely due to medical service 

utilisation as there was no increase in mental health service 

use by patients with somatoform disorder. This is no surprise 

as psychiatry, with its growing emphasis on psychotic 

illnesses, has inevitably neglected this group of patients.25 It 

has been noted that at the American Psychiatric Association 

(APA) annual meeting in 2004, there were 220 session titles 

with the word "depression", 82 with "anxiety", yet only two 

with "somatoform" and zero with "conversion".26 

Somatoform disorders: The role of liaison psychiatry 
services 

Interventions by adult liaison psychiatry services based in 

the general hospital setting are demonstrably cost-effective.27 

29 In addition to direct clinical work with such patients, liaison 

psychiatry services have a role in educating acute healthcare 

professionals and in advocating a biopsychosocial approach 

to such patients. Anecdotally, such a role serves to reduce 

the impact of certain iatrogenic factors that may facilitate 

disability in somatoform disorders. A key function of the 

specialty of liaison psychiatry is to reduce distress and 

improve function of patients with somatoform disorders. 

Assessment alone of such patients by an appropriate mental 

health professional has been found to have a positive impact 

on outcome.30 There is now also evidence to support the 

effectiveness of biological and psychosocial treatments to 

reduce distress and improve function in patients with somato­

form disorders.3135 

In Ireland, availability of Liaison Psychiatry services is 

patchy with 4 1 % of psychiatrists surveyed in 2004 having no 

access to liaison psychiatry.36 This situation may change as 

the recent 'Vision for Change' document on mental health 

service policy has advocated some additional service provi­

sion for adult liaison psychiatry.37 Given the comparable 

prevalence of severe somatoform disorder and schizophre­

nia, the proposed changes though welcome are conservative 

and could be considered to lack 'vision'. There is also no 

provision for a national liaison psychiatry inpatient unit that 

would have dedicated for the assessment, management and 

rehabilitation of the most complex patients with somatoform 

disorders. 

Somatoform disorders: The role of neuropsychiatry 
services 

Because such patients typically have disabling pseudoneu-

rological features (including psychogenic non-epileptic 

seizures and motor conversion disorders), neuropsychiatry 

services could also address some the needs of patients with 

somatoform disorders. A significant amount of the work done 

by clinical neuropsychiatrists is the assessment and manage­

ment of complex, unexplained neurological symptoms 

including psychogenic non-epileptic seizures and other 

chronic conversion disorders. Psychogenic non-epileptic 

seizures (PNES) are episodes of altered movement, sensa­

tion, or experience similar to epilepsy, that are not caused by 

abnormal electrical discharges in the brain, but rather by 

psychological processes. The population prevalence of 

PNES has been estimated to be between two and 

33/1 OO.OOO38 and 10-20% of presumed intractable epilepsy 

referred to epilepsy centres have PNES. This suggests that 

in Ireland there are 80-1 ,320 individuals with PNES. Patients 

with PNES, in addition to episodic seizures that mimic 

epilepsy, typically report pain and other somatic symptoms 

consistent with somatoform disorder.39 Patients with PNES 

have high rates of medical utilisation, are often treated inap­

propriately with anticonvulsants and have poor psychosocial 

outcomes with reduced employment and increased depen-
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dency on benefits.40 Other causes of neurologically unex­
plained disability such as chronic motor conversion disorder 
are not rare, with one UK report yielding a conservative popu­
lation prevalence estimate for such cases of five per 
100,000.41 The majority of patients in the study used wheel­
chairs and all were unemployed. 

Despite this clear need, there are virtually no neuropsychi­
atry services in Ireland. In 2004, almost all (94%) 
psychiatrists surveyed had no access to neuropsychiatry 
services.36 There are currently no dedicated inpatient 
neuropsychiatry beds. While an inpatient neuropsychiatry unit 
is recommended in the 'Vision for Change' report, it remains 
to be seen whether patients with somatoform disorders will 
be prioritised for admission to such a unit. 

Conclusion 
Functional somatic symptoms and somatoform disorders 

are common, costly and largely neglected by both psychiatry 
and medicine. Although treatments are available that improve 
outcome and reduce healthcare costs, the needs of the 
majority of individuals with somatoform disorders are unmet. 
To address this, appropriately resourced multidisciplinary liai­
son psychiatry services need to continue to develop in 
healthcare settings across Ireland. Dedicated inpatient beds 
and neuropsychiatry services will also be necessary if the 
needs of the most disabled patients with severe somatoform 
disorders are to be met. The prevalence, chronicity and level 
of disability of such patients suggests that the current 
restricted use of the term 'severe and enduring mental illness' 
(a term employed liberally in relation to psychotic illness in the 
'Vision for Change' report), should either be expanded to 
include severe somatoform disorders or abandoned alto­
gether. 
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