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The mechanism of symptom amplification, developed in
the study of somatization, may be helpful in caring for
patients with symptoms that, while they have a demon-
strable medical basis, are nonetheless disproportionately
severe and distressing. Amplified medical symptoms are
marked by disproportionate physical suffering, unduly
negative thoughts and concerns about them, and elevated
levels of health-related anxiety. They are accompanied by
extensive and sustained illness behaviors, disproportion-
ate d i f f i cu l ty compartmenta l i z ing them and
circumscribing their impact, and consequent problems
and dissatisfaction with their medical care. A distinction
has long been made between “medically explained” and
“medically unexplained” symptoms. However, a more
comprehensive view of symptom phenomenology under-
mines this distinction and places all symptoms along a
smooth continuum regardless of cause: Recent findings
in cogn i t i v e neu rosc i ence sugges t tha t a l l
symptoms—regardless of origin—are processed through
convergent pathways. The complete conscious experience
of both medically “explained” and “unexplained” symp-
toms is an amalgam of a viscerosomatic sensation fused
with its ascribed salience and the patient’s ideas, expec-
tations, and concerns about the sensation. This emerging
empirical evidence furnishes a basis for viewing persis-
tent, disproportionately distressing symptoms of demon-
strable disease along a continuum with medically unex-
plained symptoms. Thus, therapeutic modalities devel-
oped for somatization and medically unexplained symp-
toms can be helpful in the care of seriously ill medical
patients with amplified symptoms. These interventions
include educational groups for coping with chronic ill-
ness, cognitive therapies for dysfunctional thoughts, be-
havioral strategies for maladaptive illness behaviors, psy-
chotherapy for associated emotional distress, and consul-
tation with mental health professionals to assist the pri-
mary care physician with difficulties in medical
management.
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V iscerosomatic amplification is a process whereby pa-
tients’ thoughts, emotions, and concerns heighten un-

comfortable bodily sensations and symptoms, making them
more salient, intense, unpleasant, noxious, disturbing, and
distressing. The construct emerged from the study of somati-
zation, where empirical support was found for its role in the
development of medically unexplained symptoms.1–4 In this
model, somatized symptoms are understood as the product of
a self-perpetuating and self-validating cycle of cognition and
perception whereby benign bodily sensations become more
intrusive and distressing once they are thought to be medically
serious and misattributed to disease.2,3,5 Worrisome ideas
about their cause, ominous expectations about their future
course, negative assumptions about their significance, and
threatening prior illness experiences all amplify the symptom
and heighten its noxious, bothersome, and distressing quality.
This in turn further substantiates the most worrisome and
alarming thoughts, thereby perpetuating a vicious cycle. So-
matization may thus be thought of as a diathesis towards
symptom amplification due to a top-down tendency to misin-
terpret and misunderstand bothersome and uncomfortable
bodily sensations that are medically unexplained.
Three mechanisms drive this cycle of symptom amplifica-

tion: more intensive monitoring of one’s bodily sensations;
increased bodily scrutiny in search of corroborative evidence
of disease; and disconfirmatory bias that causes the individual
to ignore evidence that contradicts his/her suspicion that some-
thing serious is wrong. Misattributing a bothersome but be-
nign sensation to serious disease causes the individual to
attend to it more closely and monitor it more consistently,
thereby intensifying it.1,6,7 In addition, misinterpreting its
medical significance launches a search for ancillary symptoms
to corroborate the suspicion of disease.1,6,7 This increased
bodily vigilance results in an awareness of other ambiguous,
diffuse, or transient symptoms that were previously ignored,
minimized, or dismissed as insignificant, but are now mistak-
en as further evidence of seriousness.6,8–10 This seeming
emergence of “new” symptoms is accompanied by
disconfirmatory bias—ignoring or dismissing observations
that contradict the belief about the presence of disease.1,3,11

Thus, for example, a patient worried about the medical signif-
icance of orthostatic dizziness notices every dizzy episode but
ignores the instances in which he/she stands upwithout feeling
dizzy. Finally, the escalating cycle of amplification causes
anticipatory anxiety, further heightening alarm. Anxiety is
accompanied by the symptoms of autonomic arousal (e.g.,
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tachycardia, sweating, dyspnea), which further confound the
picture. The net result is an increase in symptom intensity;
more numerous symptoms; symptoms that are now more
bothersome, distressing, and intrusive; and the strengthened
conviction that one is sick.

SYMPTOM AMPLIFICATION IN THE MEDICALLY ILL

Amplification initially appeared to be most helpful in under-
standing and treating somatized symptoms, i.e., symptoms
without a demonstrable medical basis. This phenomenon of
somatization is prevalent in medical practice: Indeed, more
than one-third of the symptoms reported by outpatients remain
medically unexplained after adequate evaluation,1213 and
somatizing patients account for 10–20% of total medical care
expenditures in the USA.1415 In these cases, symptom etiology
may be understood as an amplification of benign bodily
symptoms and minor, self-limited ailments. Such bothersome
symptoms are ubiquitous, arising and subsiding in the daily
lives of healthy non-patients,16 and they constitute a reservoir
of uncomfortable bodily sensations that are available for am-
plification. Community survey respondents report a median of
five symptoms in the past week and 23% of them reported 10
or more symptoms17; headache is reported by 45%, back pain
by 37%, insomnia by 24%, fatigue by 19%, dizziness by 17%,
and abdominal pain by 11%.18 These background symptoms
may result from transient, benign, self-limited ailments (e.g.,
colds, tinnitus, rashes, or epistaxis); normal physiology (e.g.,
orthostatic dizziness); the somatic and autonomic concomi-
tants of emotions such as depression and anxiety; aging (bal-
ance problems, diminished visual and auditory acuity); lack of
exercise (deconditioning and fatigue); dietary indiscretion
(cramps, bloating, diarrhea); or inadequate sleep (fatigue and
musculoskeletal pain). This reservoir of discomfort and dis-
tress in daily life serves as the substrate for somatization and
when the symptoms are misattributed to serious disease, they
constitute the sensory component of “medically unexplained”
symptoms.
Significant medical disease also causes symptoms that can

be amplified by the patients’ ideas, worries, beliefs, and sus-
picions, leading to a mismatch between the extent and severity
of disease on the one hand, and the magnitude and multiplicity
of symptoms on the other. Three clinical examples of this
mismatch occur in patients with extreme degrees of physical
suffering, those complaining of non-specific medication side
effects, and patients with symptoms that persist despite “suc-
cessful” medical and surgical treatment.

1. Patients with disproportionate symptom distress. Among
patients with the same medical condition, subjective
symptom severity is only loosely associated with
objective measures of disease severity. Clinicians are
frequently struck by the wide inter-individual variability
in symptom magnitude among patients with comparable
disease severity and extent. Thus, for example, knee pain

is poorly correlated with the presence of meniscal
damage19; self-reported dyspnea corresponds poorly to
objective measures of airway obstruction in asthma2021

and COPD22; fatigue ratings do not correlate significant-
ly with hemoglobin levels in patients with mild to
moderate anemia23; urinary obstructive symptoms are
not significantly associated with measures of urodynamic
obstruction in benign prostatic hypertrophy24; and there
is only a weak association between self-reported palpi-
tations and objective measures of arrhythmia.25,26 In
short, some patients are much more symptomatic than
others with comparable structural disease.

2. Non-specific medication side effects. Patients frequently
develop non-specific medication side effects that are not
attributable to the pharmacological activity of the
drug.27,28 They are idiosyncratic, not reliably reproduc-
ible, not dose dependent, and closely resemble the
symptoms reported in comparable populations not taking
medication.29 The nocebo phenomenon, in which 20–
25% of patients taking placebos in clinical trials report
side effects,27 likely accounts for a sizeable fraction of
these non-specific side effects reported by patients taking
active medications.27,29

3. Symptoms that persist despite “successful” medical
treatment. A lack of correspondence between symptoms
and pathology is also evident in cases when treatment
corrects the disease process but fails to alleviate its
symptoms. For example, 41% of patients undergoing
cholecystectomy for gallstones reported persistent ab-
dominal pain at long-term follow-up after surgery,30 and
up to one-half of successfully revascularized coronary
artery disease patients continue to experience their
original chest pain.31 Forty-eight percent of patients with
visual evidence of peptic ulcer healing on antacid
therapy nonetheless remained symptomatic.32 Likewise,
plasma exchange for rheumatoid arthritis reduced in-
flammatory markers but did not reduce pain33; signifi-
cant improvement in hemoglobin levels in patients with
iron deficiency anemia failed to reduce symptoms such
as headache, dizziness, and fatigue23; and MRI findings
were not associated with symptomatic outcome in long-
term follow-up after surgery for lumbar disc herniation.34

These residual symptoms may persist because of an
incorrect diagnosis in the first place, or to adverse effects
of the treatment itself; but they may also suggest a role
for symptom amplification.

THE CARDINAL FEATURES OF AMPLIFIED SYMPTOMS

Amplified symptoms inmedically ill patients are characterized
by the clinical features described below. The presence of these
features suggests that the patients’ beliefs, ideas, and concerns
about the symptomsmay be aggravating their physical distress
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and discomfort. Assessing them generates a profile of the
domains of somatic distress, which can then guide and direct
palliative interventions.

1. Disproportionate physical distress. The patient’s bodily
experience is disproportionately distressing, excessively
bothersome, and unduly impairing. The symptoms are
experienced as exceptionally noxious, aversive, disrup-
tive, and intrusive. If serious medical disease is present,
the distress is disproportionate to its severity and extent.
Multiplicity of symptoms is characteristic.12

2. Cognitions. Amplified symptoms are accompanied by
unnecessarily negative expectations, unduly alarming
suspicions, troubling interpretations, and worrisome
beliefs about their significance and cause. Patients with
significant medical comorbidity are firmly convinced
that their condition is more serious, and their symptoms
more ominous, than medically indicated. Those without
serious medical morbidity often have a persistent,
unassuageable conviction that an undiagnosed or inade-
quately diagnosed disease is present.8

3. Health-related anxiety. Amplified symptoms are accom-
panied by undue health-related anxiety, disease fear, a
lowered threshold for alarm about disease, and promi-
nent and intrusive health worries that persist despite
appropriate reassurance.1,35

4. Illness behaviors. Extensive and sustained illness and
sick role behaviors tend to accompany amplified
symptoms. These patients have difficulty coping with,
tolerating, and compensating for the somatic distress,
manifested in disproportionate impairment of physical,
social, family, or role function.36,37 Prominent illness
behaviors may include elevated rates of medical care
utilization; excessive information seeking and
researching of their condition; repeated self-
examination; excessive reassurance seeking; and avoid-
ance of activities suspected of worsening the condition
despite medical assurance to the contrary.1,7

5. Pervasiveness. Concerns about amplified symptoms defy
the patients’ attempts to compartmentalize and circum-
scribe them. These patients become preoccupied with
their symptoms and their health concerns, and their
symptoms tend to pervade many domains of daily life,
becoming a prominent part of self-identity, a vocabulary
for interpersonal communication, and a lens through
which to view the future.38

6. Unsatisfactory medical care. Amplified symptoms tend
to persist despite appropriate reassurance, explanation,
and information, and to resist attempts to reduce anxiety
and routine symptomatic treatment.1,8,39,40 This may
provoke physician irritation or frustration. The symptoms
do not respond to reassuring information and explana-
tion, and palliative attempts may result in a paradoxical
worsening, undue side effects, adverse reactions, or new
symptoms to replace the old.

THE NEUROBIOLGY OF AMPLIFICATION: TOP-DOWN
AND BOTTOM-UP SYMPTOM PROCESSING

Although a distinction has long been made between “medical-
ly unexplained” and “medically explained” symptoms, be-
tween those that are “functional” and those that are “organic,”
a more comprehensive view of symptom phenomenology
undermines this distinction and places all symptoms along a
smooth continuum regardless of cause. Recent advances in
cognitive psychology and neuroscience suggest that all
viscerosomatic symptoms, regardless of source, are processed
through convergent pathways and point to a continuity and
commonality in the cortical processing of all symptoms. This
suggests that some of what has been learned about amplifica-
tion in somatizing patients may be applied to medically ill
patients with persistent symptoms that are unduly distressing
and exceptionally bothersome. Although seeking the medical
basis of every symptom is obviously the physician’s first task,
when it comes to symptom palliation and treatment, this
dichotomous distinction between symptoms with and without
a demonstrable medical cause may not be conducive to opti-
mal understanding and care.
There is accumulating empirical evidence that the con-

scious experience of a symptom is an amalgam of a physical
sensation and the interpretations and inferences that the brain
makes about it.41,42That is, there is both an ascending, afferent
stimulus (bottom-up component), and a psychological, cog-
nitive interpretation of that stimulus (top-down compo-
nent).41–44 The brain constantly compares visceral sensory
input with beliefs, assumptions, and expectations about that
input. All bodily sensations, both medically explained and
unexplained, are subject to the same cognitive processes of
appraisal and interpretation41,42,45–47 in which the possible
cause and significance of the sensation is inferred, and this
inference affects the physical experience of the symptom.
Attention mediates between the ascending viscerosomatic
stimulus and the descending cognitive appraisal of it. This
process is bidirectional: top-down direction to devote more
attention to a sensation can amplify it, and conversely the
bottom-up sensation can elicit greater attention and ascription
of salience.41,43,45,48–50

Top-down: the Cognitive Psychology of Active
Perception

Our subjective experience of the internal milieu is an active
interpretation and reconstruction of that world, not a passive,
automatic registration of it.51 Perception is an active process
that interprets and imparts meaning to raw sensory inputs. We
infer what we are perceiving in light of our expectations,
knowledge, emotions, and prior experiences.41,43,45,48–50

Visceral and somatic stimuli are filtered, interpreted, ap-
praised, and evaluated in light of preconceptions, expectations,
assumptions, and beliefs about them.41,42,45,47,52 Physical
symptoms, whether medically explained or unexplained, are
processed in the same fashion: the sensory stimulus is
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embellished and modulated to produce the final conscious
experience. The relative weighting of the bottom-up and top-
down components can vary.41–43,47 The ascending sensory
component makes a relatively greater contribution to the over-
all conscious experience when it is acute, localized, and in-
tense, and when the symptom results from major, serious
pathology.41–43 The cognitive/evaluative component makes a
relatively greater contribution to the experience when the
ascending sensory stimulus is more diffuse, poorly localized,
and less intense, and has poorer on/off boundaries. This is the
case in somatization, when interpretation and inference make a
relatively greater contribution.41–43 The strength of the cortical
contribution to symptoms is exemplified by the phantom limb
phenomenon, in which a central representation of bodily pain
persists in the absence of the bodily part.53

The same processing that occurs with medically unex-
plained symptoms can amplify the symptoms of demonstrable
disease, making them more intense, disturbing, noxious, and
intrusive.43 Thus, for example, a tendency towards bodily
amplification is associated with a greater disparity between
subjective symptoms and objective measures of asthmatic
severity,20 with increased symptoms in upper respiratory tract
infections,54 and is a significant predictor of reported side
effects to antihypertensive medications.55 Because this infer-
ential process occurs outside of conscious awareness, all
symptoms, regardless of whether or not they result from
serious disease, have the same compelling sense of being real
and are experienced as accurate reports of bodily
processes.41,42,44,47

Bottom-up: the Neuroscience of Interoception

The same afferent pathways mediate viscerosomatic sensation
whether or not caused by demonstrable disease (Fig. 1),
though the amount and balance of activity at different levels
of the system may vary.
Interoception has been studied in healthy volunteers and, to

a lesser extent, in clinical populations. Studies of healthy
volunteers suffer from methodological difficulties, but there
is a convergence of some major findings. They demonstrate
that interoceptive stimuli are processed in brain regions that
impart cognitive and affective dimensions to physical sensa-
tions.48,51,56 Affectively, limbic and paralimbic regions such
as the amygdala and insula provide salience and a sense of
subjective experience to the ascending sensory stimuli.57 In
experimental work, bladder distention,58 rectal and esophageal
distention,59,60 respiratory airway resistance,61 and cardiac
contraction62 all activate the insula, anterior cingulate cortex
(ACC), and medial and ventral prefrontal cortices (PFC). At
these sites, ascending interoceptive stimuli are integrated with
salience, attention, emotion, and cognition, to produce the
complete conscious experience of the symptoms.48,56,58,59,62

Experimental pain stimuli are relayed to the thalamus, PFC,
posterior and anterior portions of the insula, the ACC, and the
periaqueductal gray.41–43 These regions modulate the

nociceptive input, imparting the cognitive/affective compo-
nent that amplifies or diminishes the pain experience and can
impart its noxious, distressing, affective quality.46 It is notable
that the pathways that mediate physical pain overlap with
those that mediate mental pain/suffering.63

Early studies of clinical populations generally corroborate
these findings, though further work is necessary. In fibromy-
algia pain, an increase in somatosensory cortex-insula connec-
tivity has been reported and is thought to reflect the hyperal-
gesia to experimental pain exhibited by these patients.64 Stud-
ies of pain in irritable bowel syndrome implicate activation of
the insula, ACC, and prefrontal cortices65,66—regions associ-
ated with attention and cognitive and affective processing of
sensation. Pain catastrophizing in patients with diverticulitis
correlates with thickness in the anterior cingulate and mid-
prefrontal cortices.67 Studies suggest that migraine pain may
include a component of disordered sensory processing,68 and
that in chronic low back pain, enhanced responses are found in
emotion and cognitively related cortical areas.69 Dyspnea in
COPD patients has been associated with increased activity in
anterior cingulate and related medial prefrontal attentional
processing regions,70 and with activation of the thalamus,
ACC, insula, and the PFC.71 In preliminary and exploratory
work, the same centers appear to be involved in the perception
of cough,72 nausea,73 pruritus,73 and dyspnea.61,74

Neuroimaging studies of medically unexplained symp-
toms are still at a very early stage. However, a recent
meta-analysis concluded that, when compared to healthy
controls, somatoform disorder patients demonstrate differ-
ences in activation in the dorsal posterior cingulate cortex
(dPCC), the anterior prefrontal cortex (aPFC), the anterior
cingulate cortex (ACC), and the insula.75 These centers
overlap with the centers identified in the studies discussed
above and support a commonality in the way all symp-
toms are processed. However, studies also suggest that
resting default and attentional and salience networks are
more activated and functionally connected in patients with
somatic symptom disorder.76,77

MANAGING AMPLIFIED SYMPTOMS

Since cognition is a critical aspect of the symptom experience,
changes in the patients’ thinking about amplified symptoms
can be ameliorative. The therapeutic goal is not to eliminate
the bottom-up sensation, but rather to moderate the top-down
cognitive processing, thereby moderating the symptom’s sa-
lience and its intrusive, disturbing, aversive quality. Assessing
each of the six clinical features of amplified symptoms de-
scribed above can be helpful in guiding treatment. While
symptom palliation is a foundational aspect of all medical
practice, the therapeutic approaches below may be helpful in
especially difficult cases. This is outlined in Table 1.
When the physical sensation itself is the most prominent

clinical feature—when patients are exceptionally troubled by
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t he nox ious , in t rus ive qua l i t y o f the i r bod i ly
experience—disease management programs for coping with
chronic illness are helpful. They employ educational and
behavioral techniques to minimize impairment and disability
and improve function in patients with conditions such as
congestive heart failure and migraines. These programs in-
clude stress reduction, relaxation training, mindfulness and
meditation, yoga, biofeedback, psychoeducation, and

complementary and alternative therapies (such as massage
and acupuncture) that are not harmful and do not contradict
or substitute for medical treatment. These programs often
employ a group format. Pharmacotherapy may have an ancil-
lary role in some of these programs, since a limited literature
suggests that medication (particularly SSRI antidepressants)
may possibly have some benefit for “medically unexplained”
bodily symptoms.78,79 The action of antidepressants has been
reported to involve the same circuits that have been implicated
in the neurologic pain signature,80 and the medication may act
by modifyingmid-level limbic/paralimbic emotional and eval-
uative processing.
For amplifying patients with prominent health-related

anxiety, dysfunctional disease beliefs, or extensive and
maladaptive illness behavior, cognitive behavior therapy
(CBT) may be beneficial. CBT helps patients to under-
stand the amplification process and its role in their dis-
tress. Symptom misattributions are corrected; misunder-
standings about diagnosis are revised; unrealistically fear-
some future expectations are moderated; confirmatory bias
is modulated with cognitive reframing; maladaptive illness
behaviors (e.g., repeated, excessive internet searches) are
progressively curtailed; bodily hypervigilance is reduced;
and selective attention is moderated with distraction strat-
egies. CBT has been shown to be beneficial in treating
health-related anxiety in medical patients.818281

Fig. 1 Neural circuitry of symptom perception. The figure illustrates key levels of nervous system processing of viscerosomatic and
musculoskeletal experience and function. The internal organs, skin, and musculoskeletal system are innervated by a distributed neural

network, with nodes and afferent and efferent connections, as well as autonomic (sympathetic and parasympathetic) modulation. The processes
mediated include sensation, pain, nausea, blood flow, and movement, as well as contraction/expansion/motility-related functions. Sensory-motor
signals from these viscerosomatic pathways are evaluated and modulated at more automatic, primitive, reflexic levels in the brainstem and
subcortical structures, and at higher levels in specialized and associative areas of the neocortex. Evaluative and behavioral functions include
affective/emotional processing and cognitive processing of bodily stimuli. The hypothalamic-pituitary axis mediates evolutionarily conserved
responses, both appetitive and aversive. The insula is involved in mediating bodily awareness, the amygdala and related limbic structures are
involved in triggering fight-or-flight responses, the nucleus accumbens/ventral striatum is involved in motivated behavior, the orbito-medial

prefrontal cortex is involved in the integration of viscerosomatic information with socio-emotional context for decision-making and the
orchestration of behavior, guided by higher order prefrontal cortex, and the anterior cingulate cortex is involved in the allocation of attentional
resources and the detection and resolution of conflicting inputs and outputs. Beliefs and expectations about symptoms and illness occur at the

level of multi-modal neocortex. Somatic amplification can occur through top-down and/or bottom-up amplification. Psychotherapy,
pharmacotherapy, and brain stimulation target specific nodes and functions for somatic symptom and anxiety reduction. DLPFC, dorsolateral
prefrontal cortex; rostral PFC, rostral prefrontal cortex; ACC, anterior cingulate cortex; ventromedial PFC, ventromedial prefrontal cortex,
including orbitofrontal cortex; VS, ventral striatum; VP, ventral pallidum; HYP, hypothalamus, pituitary not shown; THAL, thalamus; AMY,

amygdala; VTA, ventral tegmental area; PAG, periaqueductal gray; Insula, hippocampus, not shown.

Table 1 Treatment Schema

Domain Therapeutic modality

Physical sensations are
disproportionately noxious,
aversive, intrusive, and disturbing

Chronic disease management
program (educational and
behavioral techniques)
Consider pharmacotherapy

Maladaptive health beliefs, ideas,
assumptions, expectations

Cognitive behavior therapy

Health-related anxiety Cognitive behavior therapy
Consider pharmacotherapy

Undue, extensive illness and sick
role behaviors; undue impairment
resulting from symptoms; difficulty
coping

Cognitive behavior therapy

Prominent emotional distress
Apparent psychogenic factors

Individual psychotherapy

Prominent interpersonal
miscommunication, family
dysfunction

Family therapy
Interpersonal therapy

Difficulties with medical care
process

Consultation with mental health
specialist
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Though evidence is limited, CBT has also been found to be
modestly effective in palliating the symptoms of functional
somatic syndromes,83–85 chronic pain,86 and chronic illnesses
such as rheumatoid arthritis, cancer, and inflammatory bowel
disease.87,88 In one study of patients with chronic pain, effec-
tive CBT normalized resting-state connectivity between
orbitofrontal cortex and key regions of the dorsal attention
network and the sensorimotor network.86 Newer forms of
CBT, including mindfulness-meditation89 and exposure ther-
apy,90 also appear promising. Prominent and disproportionate
health-related anxiety may also benefit from pharmacotherapy
(particularly SSRI antidepressants).78,79

For amplifying patients with prominent emotional distress
or apparent psychogenic factors, individual psychotherapy
may be beneficial.91 Family therapy can be helpful when
disturbed interpersonal dynamics and miscommunication
about symptoms and illness are occurring in the patient’s
family.92 Psychiatric comorbidity, particularly depressive
and anxiety disorder, is always a concern and should be sought
out and treated. The presence of pychiatric comorbidity is
predicted by the total number of all somatic symptoms, both
thosewith and without a medical basis.36,93,94 In particular, the
presence of five or more current bodily symptoms substan-
tially increases the likelihood of clinically significant psychi-
atric disorder.36,95,96

Finally, when the medical care process itself has become
unusually difficult and problematical, behavioral health con-
sultation may be beneficial. Physicians are encouraged to
clarify their patients’ ideas about the cause and significance
of their symptoms, to explain the process of viscerosomatic
amplification and its role in their physical distress, to explicitly
discuss the goals and limits of their medical care, to provide
limited reassurance, and to maintain diagnostic and therapeu-
tic conservatism.97
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