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Summary: This study reviews 71 patients who presented
between 1968 and 1988 with recurrent, self-limited epi-
sodes of nausea and vomiting separated by symptom-free
intervals and were diagnosed with cyclic vomiting syn-
drome (CVS). The length and symptomatology of epi-
sodes tended to be stereotyped and characteristic for
each patient over time. The disorder may persist from
months to decades. There is a coincident relationship be-
tween CVS, migraine, and irritable bowel syndrome. The
differential diagnosis includes many diseases which may

mimic CVS. Management involves a responsive, collab-
orative doctor—patient relationship, sensitivity to stresses
caused by the illness and to feelings and attitudes that
may predispose to attacks, use of antiemetic agents to
abort or shorten attacks, treatment of complications, and
use of prophylactic agents in patients whose episodes are
of sufficient frequency and severity to warrant their trial.
Key Words: Cyclic vomiting—Recurrent vomiting—
Migraine—Periodic syndrome—Irritable bowel syn-
drome.

Cyclic vomiting syndrome (CVS) is an uncom-
mon disorder. It may be descriptively defined as
recurrent, self-limited, fairly uniform episodes of in-
tractable nausea and vomiting not caused by any
identifiable organic disease. The episodes have
rapid onset, persist for hours to days, and are sep-
arated by symptom-free intervals (1). Although
many consider CVS to be a migraine equivalent,
little is known about its etiology or pathogenesis.
CVS has as yet no established diagnostic biochem-
ical, radiologic, electroencephalographic, or ana-
tomic markers, either during or between attacks,
and no specific treatment or generally accepted
management. Only three large series of patients
have been reported in the English literature during
the past 60 years (2-4) and no prospective studies
have been published on the phenomenology or
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treatment of this disorder. Future analyses may re-
veal more than one etiology for this syndrome.

The present report is a retrospective study from
personal observations of 71 patients with CVS. Its
purposes are to contribute descriptive data to the
phenomenology of this disorder, to increase aware-
ness of its existence, and to facilitate diagnosis and
management of individual patients.

MATERIALS AND METHODS

The study included 71 consecutive patients re-
ferred to a pediatric gastroenterologist (DRF) be-
tween 1968 and 1988 who met the following criteria:
two or more episodes of intractable, self-limited
nausea and vomiting with no identifiable organic
cause separated by symptom-free intervals. The ini-
tial assessment of each patient averaged 2 h. It in-
cluded a history and physical examination, family
history, and review of systems. Standardized ques-
tions were asked concerning the patient’s intellec-
tual, motor, emotional, and social development and
current level of function. A psychosocial history of
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the patient, family, and their related interactions
was obtained (5). Each child had diagnostic data
reviewed and further tests were ordered as indi-
cated. Follow-up ranged from 3 months to 15 years
(mean, 3.9 years). Follow-up questionnaires regard-
ing the patient’s condition were sent to each family
and 29 (41%) responded. The study describes the
characteristics of these 71 patients and compares
them with previously reported series.

CASE REPORT

The following patient had many frequently en-
countered features of CVS: Tom, 6.5 years old, was
the older of two siblings. Past medical history was
unremarkable except that he passed pellet stools
from 7 months to 3 years of age, suggestive of an
irritable bowel diathesis, and he was hospitalized at
age 2.5 years for accidental laceration of his hand
by a power saw. His parents described him as a
high-strung boy concerned about doing well in
school, careful with his personal possessions, who
tended to worry excessively when relatives traveled
by air. His ‘‘sensitivity’’ was exemplified by an ep-
isode -of near-syncopy and ‘‘clamminess’’ while in
the Snow White pavilion at Disneyland. He was
prone to car sickness. His parents described them-
selves as ‘‘real nervous types.”’

The first episode of cyclic vomiting occurred 2
days after Tom’s fifth birthday when he awoke
early in the morning with vomiting which lasted 1
day. He was then symptom free for S months, until
the second episode which woke him early in the
morning while on vacation. The vomiting again
lasted a day and subsided spontaneously. He was
then symptom free for 7 months until 1 day after his
sixth birthday when he awoke in the morning with
vomiting, vomited more than 25 times, and was well
the next day. His 4th episode occurred after a
symptom-free interval of 5 months; he was camping
with his father and awoke with severe vomiting the
morning they were to go on a horseback ride. The
fifth episode occurred after a 2-month interval; he
awoke with vomiting at midnight, was given an in-
jection in an emergency room, slept for the rest of
the night, but vomited twice after awakening. He
returned to sleep without eating and awoke at 3:30
p.m. feeling well and hungry. The sixth, seventh,
and eighth episodes each consisted of 1 day of vom-
iting after symptom-free intervals of 5 months, 1
year, and 4 months, respectively. The seventh and
eighth episodes both occurred during the excite-
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ment of visits by his cousins. He was lost to follow-
up after 8.3 years of age.

RESULTS

Forty-five percent of the 71 patients were male.
They ranged in age from 2.7 to 23.4 years at the time
of referral. The age at onset of CVS ranged from 6
months to 18 years, with a mean of 6.9 years of age.
Although CVS has been characterized as beginning
in preschool and early school-aged children, our
data suggest that an onset during preadolescence is
not uncommon. Adult-onset cases have also been
described (6).

Vomiting began at characteristic times specific
for the individual in 79% of patients; 60% were wak-
ened during the night and/or had symptoms on aris-
ing in the morning and 19% had episodes beginning
at other characteristic times of the day. The remain-
ing 21% had episodes which began at no character-
istic times of day or night.

The frequency of episodes ranged from one to 70
per year with an average of 12 per year.

Patients had episodes that were stereotypic for
the individual in duration and symptomatology over
long periods of time (months or years), although
attacks became longer and/or more frequent in
some cases. Eighty-five percent of patients had at-
tacks of fairly uniform length and 15% had attacks
of variable lengths (Fig. 1) Two patients suffered
episodes lasting as long as 10 days.

Since ‘‘cyclic’” implies a regular rhythmicity of
recurrences, patients’ histories were examined for
this characteristic. Forty-eight percent had regular
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FIG. 1. Characteristic durations of episodes in 68 patients.
The number of patients whose episodes clustered around
various time limits are represented by solid bars. Patients
whose episodes varied in duration are represented by the.
open bar.
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recurrences, i.e., the intervals between attacks var-
ied by less than the mean interval between attacks.
Many patients’ episodes were accompanied by
characteristic symptoms in addition to vomiting.
Loose stooling at the onset and/or during the epi-
sodes was reported by 30% of patients. Headache
was reported by 27%. Episodes were reportedly ac-
companied by fever in 23% of patients; it was usu-
ally low grade and remitted spontaneously. Patients
* were intensely miserable during episodes. Many
complained of midabdominal and/or epigastric pain
(1). They sometimes carried a towel or basin to spit,
rather than swallow their saliva, or they held saliva
in their mouths and refused to speak. They often
preferred to rest in a darkened, quiet room. Two
patients had tachycardia and mild hypertension (7).
These abnormal vital signs were present throughout

their attacks, even during sleep, and remitted as ,\

soon as the episodes subsided. No organic cause of |
this phenomenon was found. Hematemesis often/
occurred in patients with prolonged episodes. En—i
doscopy showed peptic esophagitis which was\
thought to have been the result, rather than the pri- |
mary cause of vomiting. |

Eighty percent of our patients identified specxﬁcl
conditions or events that seemed to trigger episodes
(Table 1). Heightened emotional states were identi-
fied as triggers in 42 patients. Noxious emotional
states, such as parental conflict, were cited by 54%
of those patients; nonnoxious excitement, such as
birthdays and holidays, was cited by 47% (8,9).
Eight percent of our patients developed vomiting
episodes during upper respiratory infections.

Each parent was asked to describe their child’s

TABLE 1. Clinical features of CVS

Recurrent, self-limited episodes of nausea, vomiting, )
100%

and pallor
Intervals between episodes are symptom free 100%
The duration and symptomatology of episodes are

stereotyped and characteristic for each patient

over time 85%
Episodes may be triggered by heightened emotional

states and/or somatic stress 77%
Patients have tyical personality features 76%
Episodes are accompanied by other autonomically

mediated phenomena: headache and/or loose

stooling and/or mild pyrexia and/or mild

hypertension and tachycardia 67%
Family history of irritable bowel syndrome 62%
Episodes begin during the night and/or on arising in

the morning 60%
Patients are prone to motion sickess 46%
Family history of migraine headaches 40%
Patients expectorate saliva or hold it in their mouths

without swallowing for extended periods 13%

personality. Seventy-six percent of our patients
were viewed as having one or more of the following
traits: competitive, perfectionistic, high achieving,
aggressive, strong willed, moralistic, caring, and/or
enthusiastic.

The review of systems showed that, apart from
symptoms associated with vomiting episodes, 67%
of our patients had symptoms of irritable bowel syn-
drome (pellet stools, diarrhea induced by stress or
fatty meals, recurrent abdominal pain syndrome)
(10). Fifty-two percent had recurrent headaches, in-
cluding 11% whose headaches were migrainous, as
defined by Prensky (11). Follow-up data regarding
the prevalence of headaches were available for 27
patients. Forty-four percent reported headaches. Of

/the 22 children who had experienced headaches
/ during and/or between attacks, 10 (45%) reported

no headaches, six (27%) reported nonmigrainous
headaches, and six (27%) reported migraines at the
time of follow-up injury. Forty-six percent of pa-
tients had a history of motion sickness. Four pa-
tients (5.6%) had seizure disorders. Anticonvulsant
agents benefited their seizure control, but did not
seem to affect their cyclic vomiting episodes. There
was no temporal relation between seizure and cy-
clic vomiting. One of our patients had cerebral
palsy with developmental delay.

Family histories revealed that first and/or second,
degree relatives had irritable bowel syndrome in -
62% of cases and recurrent headaches in 58%, in-(
cluding 40% whose headaches were migrainous. /o
Three patients each had a parent with a history of*
CVS. Two patients’ fathers awoke with transient
vomiting and/or nausea every morning for months
or years.

Figure 2 depicts the course of CVS in 29 patients
for whom follow-up data were available. The dura-
tion of CVS is not clear in all cases, although 16 of
29 patients had been symptom free for more than a
year at the time of follow-up.

DISCUSSION AND LITERATURE REVIEW

This review represents the largest personal clini-
cal experience with CVS. Although this report does
not advance our understanding of the etiology or
pathogenesis of this disorder, it does supplement
previous observations concerning the stereotypic
nature of attacks (9,12), their precipitants (1,9,13),
their duration (3), the time span between attacks
(3), the personality features of patients (9), and the
coincidence of migraine, irritable bowel syndrome,

J Pediatr Gastroenterol Nutr, Vol. 17, No. 4, 1993



364 D. R. FLEISHER AND M. MATAR

Years of Age

1 2 3 4 5 8 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24 25 26 27

2

3

4

8

9

17

b A

2 — FIG. 2. The age at onset and the
. 28 [ duration of CVS in 29 patients.
é 30 - The wide horizontal lines repre-

I i

3 3-14 —— sent the age span from the first
€ 35 bout to the most recent bout of
2 36 [ | cyclic vomiting in each patient.
a :? The thin horizontal lines repre-

“ sent the time each patient was

76 known to have been symptom

47 free.

48

49

50

53

54

55

60

63

65

Preschoot Grade School High School

and motion sickness in patients and their families
(14-16). This series of patients confirms what has
been suggested in prior studies: each individual’s
attacks tend to follow a specific pattern that is in-
ternally consistent with respect to the duration and
severity of each attack and the duration of symp-
tom-free intervals between attacks. Notwithstand-
ing this, there was a wide variation in these charac-
teristics between patients.

The series described herein also adds to existing
information concerning the occurrence of this syn-
drome at older ages. Our series differed from others
in that the average age of onset (6.75 years) was
almost double those reported by Smith (2) (3.7
years) and Hoyt and Stickler (3) (3.8 years).
Whereas none of the patients in these latter two
series had onset of symptoms beyond 12 years, 14%
of the present series began later, including two who
were young adults. Therefore, one cannot exclude
the diagnosis of CVS on the basis of age alone.

Demographics

The prevalence of CVS is unknown and there are
no data pertaining to its frequency (3,13). The av-
erage rate of presentation of our patients was 3.5
cases per year referred from the greater Los Ange-
les area. By comparison, CVS was diagnosed 3.25
times a year by Smith in New York from 1915 to
1935 (2), 3.7 times a year at the Mayo Clinic from
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College Adulthood

1945 to 1957 (3), 3.2 times a year at the Hospital for
Sick Children in London from 1955 to 1965 (13), and
5.7 times a year at The Columbus Children’s Hos-
pital in Ohio from 1985 to 1991 (4). CVS was rec-
ognized more frequently at two German pediatric
clinics where 20.9 and 29.6 cases per year were seen
between 1945 and 1962 (17,18).

Etiology and Pathogenesis

The prevailing theory that CVS is a migraine vari-
ant or equivalent (19) is based on features shared by
the two disorders (24,9,20,21). Both are episodic
(1-4). The episodes in both disorders tend to be
stereotypic for each patient (2,3), are often trig-
gered by stress or excitement (9), and often begin
during the night or morning (2,9,22-25). Migraine is
familial (11), and the impression exists that migraine
is also more common in the families of CVS pa-
tients, although this remains to be proved by pro-
spective study (2,9,26). Motion sickness and irrita-
ble bowel syndrome (27,28) are more frequent in
both disorders. A history of motion sickness was
found in 46% of our CVS patients. This figure re-
sembles the data of Barabas et al. (29) who found
that 45% of their group of migrainous children re-
ported motion sickness as compared with 5-7% of
the nonmigrainous children they examined. The
prevalence of irritable bowel symptoms between at-
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tacks in our cyclic vomiting patients was two to
three times that found in the general population
(30,31). Recurrent abdominal pain syndrome
(RAPS) is perhaps the commonest presentation of
irritable bowel syndrome in school children (30,32,
33), and children with RAPS are more likely to have
frequent headaches and CVS (14-16,34). However,
labeling CVS as a migraine equivalent adds little to
our understanding because the pathogenesis of mi-
graine remains uncertain (35). Therefore, rather
than pigeonholing CVS as migraine, it might be
more productive to study these syndromes as ele-
ments of a larger phenomenon, a hypothetical
“‘dysautonomic’’ diathesis with characteristic per-
sonality traits. This might be done by examining the
temperament (36,37), personality (12,38-43), auto-
nomic reactivity (44—47), and experience (48,49) of
patients and control groups. If patterns of associa-
tion of these characteristics were found, they could
lead to a better understanding of mind-body func-
tion and the mechanism of many functional disor-
ders.

Diagnosis

The differential diagnosis of CVS includes ill-
nesses that share symptoms presented in Table 1.
One of the commonest pitfalls is the misdiagnosis of
brain stem glioma as CVS (3). The vomiting of CVS
resembles that of increased intracranial pressure in
that both tend to occur in the morning, unrelated to
fS@QLake (23). Brain tumors are readily diagnosed
in the presence of signs of increased intracranial
pressure. Brain stem gliomas, however, may infil-
trate the medulla without obstructing the flow of
cerebrospinal fluid; they cause vomiting by direct
encroachment of medullary vomiting centers and
cranial nerve nuclei that control gastrointestinal
motility (50-52). Therefore, a high index of suspi-
cion is necessary to distinguish CVS from brain
stem lesions not accompanied by signs of increased}
intracranial pressure. Magnetic resonance imaging
is superior to computed tomography for diagnosis
of posterior fossa tumors (24). l

Urinary tract disease can resemble CVS. Ob-
structive uropathy is a relatively common cause of
recurrent vomiting in children. Recurrent, self-
limited episodes of abdominal pain and vomiting
may be symptomatic of acute hydronephrosis oc-
curring during periods of increased urine flow
through a renal pelvis that is partially obstructed
(““Dietl’s crisis’’) (53). The symptoms may be epi-

sodic, like CVS, ending when the renal pelvis drains
and recurring during subsequent diureses (54).
Many children who vomit because of unilateral hy-
dronephrosis localize their pain ipsilateral to their
obstructed kidney. This differentiates them from
CVS patients whose pain is midabdominal and/or
midepigastric. However, other children with unilat-
eral hydronephrosis localize their pain to the mid-
abdomen (55,56) and this could prompt the mis-
diagnosis of CVS.

Transient leucocytosis without apparent infection
may accompany some attacks (26) and, together
with abdominal pain, vomiting, and hypoactive
bowel sounds, may prompt a misdiagnosis of ap-
pendicitis (2,3).

CVS patients lose weight during episodes (2), but
regain it promptly between attacks (3). Growth lag
suggests the presence of chronic disease (57).

Every episode of vomiting in all CVS patients /
should be evaluated clinically for possible super-
vening or previously missed organic disease before
treatment of vomiting is begun (3). One more caveat &
may be helpful: Vomiting due to organic disease
may be exacerbated by stress or excitement. There-
fore, the view that nausea or vomiting is either or-
ganic or functional is a potentially disastrous over-
simplification (58).

A search of the literature identified diseases
(listed in Table 2) which might be mistaken for CVS
because of intermittent vomiting by patients who
seemed otherwise well during at least part of their
illnesses. Among the tests to be considered in the
differential diagnosis of CVS are those in Table 3.

Management

Children with CVS suffer bouts of alarming
symptoms. The diagnosis is often missed because
CVS is seldom encountered in general medical
practice. As a result, the parents’ feeling of not
knowing what’s wrong or what to do about it causes
despair, anger, and the undoing of all sense of well-
being. Making the correct diagnosis and explaining
the syndrome may result in an immediate sense of
relief followed by decreased frequency or severity
of attacks. However, the disruptions caused by at-
tacks may still overwhelm the family by depriving
the parents of sleep, draining their financial re-
sources, and causing them to miss work. A modus
operandi should be developed in each case that is
convenient for the family and minimizes frustrating
waits in emergency rooms, hospitalizations, and ex-
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TABLE 2. Disorders to be considered in the differential
diagnosis of cyclic vomiting syndrome

Gastrointestinal
Peptic ulcer disease (59)
Pancreatitis (60)
Pancreatic pseudocyst (61)
Intestinal parasitism (62)
Recurrent subacute appendicitis (63,64)
Chronic idiopathic intestinal pseudo-obstruction (65)
Bochdalek’s hernia (66)
Intermittent small bowel! obstruction (67,68)
Central nervous system
Brain tumors causing increased intracranial pressure
Brain stem tumors, with or without increased intracranial
pressure (50,51)
Subdural hematoma or effusions (69,70)
Abdominal epilepsy (71)
Hydrocephalus—slit ventricle syndrome (72,73)
Autonomic nervous system
Familial dysautonomia (74,75)
Urinary tract
Obstructive uropathies (53,54)
Endocrine
Pheochromocytoma (76)
Adrenal insufficiency (77)
Diabetes mellitus (78)
" Metabolic
Ornithine transcarbamylase deficiency (79)
Medium chain acyl coenzyme A dehydrogenase deficiency
(80)
Propionic acidemia (81)
Isovaleric acidemia (chronic intermittent form) (82)
Porphyria (83)

posure to caregivers who are unfamiliar with the
patient and the disorder.

Patients whose episodes last a day or less seldom
require parenteral fluid and electrolyte replace-
ment. However, episodes lasting more than a day
are likely to cause considerable weight loss, fluid
and electrolyte depletion, and peptic esophagitis.
'Esophagitis and intracellular electrolyte deficits
should be treated promptly and vigorously because
these complications can themselves cause nausea
and thus prolong cyclic vomiting attacks. Esopha-
gitis, manifested by hematemesis and retrosternal
pain, should be treated with sufficient intravenous
ranitidine to raise the pH of the patient’s vomitus
above 4-5. If the patient is able to swallow 0.5-1 g
of powdered sucralfate suspended in about 15 ml of
water, it may adhere to and protect inflamed esoph-
ageal mucosa as it flows down, and again as it is
vomited up through the esophagus. Patients usually
can indicate when their esophagitis pain improves.

Potassium losses may be profound, even when
serum potassium levels are in the low—normal
| range. The patient may be receiving ‘‘mainte-
nance’’ potassium input intravenously while losing
much more in expectorated saliva and vomited gas-
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tric juice. Magnesium, may also be required in
above-maintenance amounts (84). Inappropriate se-
cretion of antidiuretic hormone may occur during
prolonged nausea (85).

Pharmacotherapy

Although no controlled studies have been pub-
lished concerning drug therapies to shorten or pre-
vent recurrences, personal experience and anec-
dotal reports suggest some useful strategies. Induc-
tion of sleep has been considered beneficial (2).
Lorazepam, a benzodiazepine with antiemetic, an-
xiolytic, and sedative properties (86), has sup-
pressed or shortened attacks of cyclic vomiting (87)
when given at a dose of 0.05-0.2 mg/kg intrave-
nously over a few minutes, as soon as possible after
the onset of vomiting. Sedation and decreased nau-
sea may occur within minutes. The patient should
then be allowed to sleep in a darkened, quiet room
and observed without being awakened. If the pa-
tient wakes with renewed vomiting, the dose may
be repeated every 6 h three or four times. This is
comparable to the doses of lorazepam used in status
epilepticus (88,89) and requires similar precautions

TABLE 3. Diagnostic studies in the differential
diagnosis of CVS

Blood studies
CBC with differential and RBC morphology
Electrolytes, blood urea nitrogen, creatinine, glucose
Tests of hepatic function (AST, ALT, alkaline phosphatase,
bilirubin, serum protein, and albumin) .
Blood ammonia
Amylase and lipase
Blood lead
Pregnancy test
Urine studies
Urialysis with microscopic examination of sediment
Urine culture
Urine for amino acids, organic acids, catacholamines,
porphobilinogen, aminolevulinic acid, uroporphyrin, and
coproporphyrin ’
Stool studies
Occult blood
Stool leucocytes
Ova and parasites
Radiologic studies
Ultrasonography of liver, biliary tract, pancreas, kidneys,
and adrenal glands
Chest roentgenograms
Abdominal roentgenograms
Barium study of upper GI tract and small bowel
Contrast enema study
MRI of brain
Other studies
EEG
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for management of respiratory arrest which occa-
sionally occurs after rapid infusion of benzodiaz-
epines. This use of lorazepam is similar to the use of
diazepam for vomiting crisis in familial dysautono-
mia (75). When patients are aware of the approach
of a vomiting episode, lorazepam, 1-2 mg. p.o. or
sublingually may abort the attack. Ondansetron, a
new serotonin antagonist, also deserves evaluation
as an antiemetic to interrupt cyclic vomiting epi-
sodes. It has relatively few side effects and is non-
sedating. Phenothiazines (e.g., chlorpromazine),
butyrophenones (e.g., haloperidol), or benzamides
(e.g., metoclopromide [Reglan] or trimethobenza-
mide [Tigan]) may be effective in the suppression of
vomiting, but may cause extrapyramidal reactions.
It is our impression that the sooner antiemetic treat-
ment is begun, the easier it is to effect a remission.
Therefore, we try to administer antiemetic therapy
within an hour of onset of an attack. Long-ter
propranolol (25) or amitriptyline have been ilsed for
prophylaxis of CVS with apparent success in many
cases.

“"Many patients are intensely hungry at the end of
vomiting episodes. Some are able to immediately
resume an unrestricted diet, while others suffer re-
currence of symptoms after eating their first meal.
Some adult patients with cyclic nausea and vomit-
ing were found to have abnormal gastric myoelec-
trical function when studied during symptom-free
periods (6). Patients with such gastric dysrhythmias
tolerate liquids better than solid food (90). There-
fore, we limit the resumption of feedings to isotonic
or hypotonic nutrient liquids in children who have
had recurrences of nausea after eating solid food at
the end of an attack of cyclic vomiting,

Psychiatric Aspects of Management

CVS, like migraine, is probably best viewed as
functional, i.e., a disorder caused by organ dysfunc-
tion rather than underlying organic or mental dis-
ease. Parents of children with CVS may fear for
their child’s life, and their unallayed fears may
cause them to unrealistically view their child as vul-
nerable and fragile (91). The child’s and/or family’s
psychopathology may also cause stress that directly
triggers cyclic vomiting (13). Moreover, cyclic vom-
iting may be utilized for somatizing, the process
by which a patient consciously or unconsciously
uses bodily symptoms for psychological purposes
or personal advantage (92). For example, marital
conflict may precipitate an episode of vomiting

which then shifts the parents away from conflict
and toward caring for their sick child. Cyclic vom-
iting, as the child’s defense against the anxiety
caused by his parents’ hostility toward each other,
may thereby be reenforced and unwittingly perpet-
uated. A mental health referral should be consid-
ered when emotional factors contribute to the se-
verity of the patient’s CVS, but made only after the
parents have come to accept it as potentially help-
ful. The referring physician should remain involved
in the management of all vomiting episodes and re-
sponsible for assessment of worrisome symptoms
of any etiology (93).

Although we agree with Reinhart et al. (94) that
cyclic vomiting may be a reaction to psychological
stress and that attention to psychosocial factors is
imperative, we disagree with labeling it psychoso-
matic, i.e., due to a primary neurotic illness (95).
The implication that a bodily symptom having no
discernible underlying organic disease means that
the patient, necessarily, has something ‘‘wrong in
the head,”” may damage doctor—patient rapport and
reduce the clinician’s efficacy. By viewing the eti-
ology of CVS nonspecifically, as functional rather
than psychiatric, we avoid that implication and the
risk of offending those patients who are, in fact,
emotionally well, as well as those who have signif-
icant psychological and family pathology, but are
unable to utilize formal mental health resources. If
the clinician avoids setting up the ‘‘psychosomatic’’
barrier from the start, he or she remains in a posi-
tion to deal with mental health issues, including
their resistance to a needed mental health referral,
during management of the child’s functional disor-
der (92).
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