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ecognizing the importance of childhood functional gas-
rointestinal disorders in understanding adult functional
astrointestinal disorders, and encouraging clinical and
esearch interest, the Rome Coordinating Committee
dded a pediatric working team to Rome II in 1999. For
ome III, there was an increase from 1 to 2 pediatric
orking teams. This report summarizes the current con-
ensus concerning functional disorders in infants and
oddlers. Another report covers disorders diagnosed
ore often in school-aged children and adolescents. The

ymptoms from functional gastrointestinal disorders in
hildren younger than 5 years depend on maturational
actors in anatomy, gastrointestinal physiology, and in-
ellectual and affective functioning. There has been little
r no change for infant regurgitation, infant rumination
yndrome, or infant dyschezia. Cyclic vomiting syndrome
ay be diagnosed after 2 rather than 3 episodes. The

escription of infant colic has been expanded, although
here was consensus that infant colic does not reflect
astrointestinal malfunction. The greatest change was
n functional constipation. Functional constipation and
unctional fecal retention in the 1999 report were
erged into a single entity: functional constipation. Data-

riven changes in diagnostic criteria for functional con-
tipation appear to be less rigid and more inclusive than
revious criteria.

nfant and toddler functional gastrointestinal disorders
include a variable combination of often age-depen-

ent, chronic or recurrent symptoms not explained by
tructural or biochemical abnormalities (Table 1). Func-
ional symptoms during childhood are sometimes accom-
animents to normal development (eg, infant regurgita-
ion), or they may arise from maladaptive behavioral
esponses to internal or external stimuli (eg, in functional
onstipation, retention of feces is a learned response to
ainful defecation).
The clinical expression of a functional gastrointestinal

isorder depends on an individual’s autonomic, affective,

nd intellectual developmental stage and on concomitant
rganic and psychological disturbances. For an example
f development affecting expression of functional symp-
oms, consider infant regurgitation, which is a problem
or a few months of the first year. Similarly, toddlers’
iarrhea affects infants and toddlers.
The decision to seek medical care for symptoms arises

rom a parent’s or caretaker’s concern for the child. The
aretaker’s threshold for concern varies with his or her
xperiences and expectations, coping style, and percep-
ion of illness. For this reason, the office visit is not only
bout the child’s symptom but also about the family’s
onscious and unconscious fears. The clinician must not
nly make a diagnosis but also recognize the impact of
he symptom on the family’s emotions and ability to
unction. Therefore, any intervention plan must attend to
oth the child and the family.
Effective management depends on securing a thera-

eutic alliance with the parents. Through the first years,
hildren cannot accurately report symptoms such as nau-
ea or pain. The infant and preschool child cannot dis-
riminate between emotional and physical distress.
herefore, clinicians depend on the reports and interpre-

ations of the parents, who know their child best, and the
bservations of the clinician, who is trained to differen-
iate between health and illness.

© 2006 by the American Gastroenterological Association Institute
0016-5085/06/$32.00

able 1. Functional Gastrointestinal Disorders

G. Functional disorders: neonates and toddlers
G1. Infant regurgitation
G2. Infant rumination syndrome
G3. Cyclic vomiting syndrome
G4. Infant colic
G5. Functional diarrhea
G6. Infant dyschezia
G7. Functional constipation
doi:10.1053/j.gastro.2005.11.065
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1520 HYMAN ET AL GASTROENTEROLOGY Vol. 130, No. 5
Disability from a functional symptom is related to
aladaptive coping. Childhood functional gastrointesti-

al disorders are not dangerous when the symptoms and
arental concerns are addressed and contained. Con-
ersely, failed diagnosis and inappropriate treatments of
unctional symptoms may cause needless physical and
motional suffering. In severe cases, well-meaning clini-
ians inadvertently cocreate unnecessarily complex and
ostly solutions to functional symptoms, prolonging
motional stress and promoting disability.

G1. Infant Regurgitation

Regurgitation of stomach contents into the
sophagus and mouth is common and normal in infants.
ncomplicated regurgitation in otherwise healthy in-

ants is a developmental issue, not a disease. Regurgita-
ion is the involuntary return of previously swallowed
ood or secretions into or out of the mouth. Regurgita-
ion is distinguished from vomiting, which is defined by
central nervous system reflex involving both autonomic
nd skeletal muscles in which gastric contents are force-
ully expelled through the mouth because of coordinated
ovements of the small bowel, stomach, esophagus, and

iaphragm. Gastroesophageal reflux refers to movement
f gastric contents retrograde and out of the stomach.

hen gastroesophageal reflux causes or contributes to
issue damage or inflammation (eg, esophagitis, obstruc-
ive apnea, reactive airway disease, pulmonary aspiration,
eeding and swallowing difficulties, or failure to thrive),
t is called gastroesophageal reflux disease.

G1. Diagnostic Criteria for Infant
Regurgitation

Must include all of the following in other-
wise healthy infants 3 weeks to 12 months of age:

1. Regurgitation 2 or more times per day for 3 or
more weeks

2. No retching, hematemesis, aspiration, apnea,
failure to thrive, feeding or swallowing diffi-
culties, or abnormal posturing

Rationale for change in diagnostic criteria. There
ave been no changes from the Rome II criteria. The
orcefulness of the regurgitation or its outflow through
he mouth or nares does not carry any diagnostic rele-
ance. The duration of 3 weeks was chosen because

nfants come to medical attention more quickly and a
ymptoms cause more parental anxiety than in older
hildren and adults.

Clinical evaluation. Regurgitation occurs more
han once a day in 67% of healthy 4-month-old infants.
any parents believe regurgitation is abnormal; 24%

ring this symptom to their clinician’s attention during
heir infant’s sixth month.1 Daily regurgitation decreases
ith age to 5% of infants 10–12 months old. Prematu-

ity, developmental delay, and congenital abnormalities
f the oropharynx, chest, lungs, central nervous system,
eart, or gastrointestinal tract are risk factors for gastro-
sophageal reflux disease. Milk allergy may be present
hen frequent regurgitation is associated with eczema or
heezing. Failure to thrive, hematemesis, occult blood in

he stool, anemia or food refusal, and swallowing diffi-
ulties should prompt an evaluation for gastroesophageal
eflux disease. Moreover, regurgitation associated with
arly satiety, food refusal, or excessive crying, with or
ithout failure to thrive, may be a consequence of pain or

motional arousal rather than an innocent event. Regur-
itation persisting past the first year of life should be
valuated to exclude an anatomic abnormality such as
alrotation or gastric outlet obstruction.
A natural history of infant regurgitation is one of

pontaneous improvement,1 and therefore treatment
oals are to provide effective reassurance and symptom
elief while avoiding complications. Effective reassurance
ncludes the following: (1) an empathetic, accurate re-
ponse to the stated and unstated fears of the caretakers,
uch as “What is wrong with my baby? Is it dangerous?

ill it go away? What can we do about it?” and (2) a
romise of continuing availability and reassessment.
ymptom relief requires adjustment in infant care. Left
ide and prone position2 and thickened feedings reduce
egurgitation.3,4 No drugs routinely reduce symptoms.5,6

mproving the maternal-child interaction is often aided
y (1) relieving the parent’s fears about the infant’s
ymptoms and (2) identifying sources of physical and
motional distress and eliminating them. Stress may be
essened by respite periods, particularly for the mother.

G2. Infant Rumination Syndrome

Infant rumination syndrome is a rare disorder
haracterized by voluntary, habitual regurgitation of
tomach contents into the mouth for self-stimulation.
umination is regurgitation of recently swallowed food,

echewing, and either reswallowing or spitting out the
ood. Although rumination is a functional symptom,
nfant rumination syndrome is a life-threatening psychi-

tric disorder caused by social deprivation. Rumination
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n healthy older children and adults is discussed in other
eports in this supplement.

G2. Diagnostic Criteria for Infant
Rumination Syndrome

Must include all of the following for at least
3 months:

1. Repetitive contractions of the abdominal mus-
cles, diaphragm, and tongue

2. Regurgitation of gastric content into the
mouth, which is either expectorated or re-
chewed and reswallowed

3. Three or more of the following
a. Onset between 3 and 8 months
b. Does not respond to management for gastro-

esophageal reflux disease or to anticholinergic
drugs, hand restraints, formula changes, and
gavage or gastrostomy feedings

c. Unaccompanied by signs of nausea or distress
d. Does not occur during sleep and when the

infant is interacting with individuals in the
environment

Rationale for change in diagnostic criteria. There
ave been no changes from the Rome II criteria.

Clinical evaluation. Observing rumination is nec-
ssary for diagnosis. Such observations require time, pa-
ience, and stealth because rumination may cease as soon as
he infant notices the observer. Diagnostic efforts should be
irected toward the parents and the infant because infant
umination syndrome results from malfunction in the in-
ant-caregiver relationships.7

The emotional and sensory deprivation that prompts
umination may occur in sick infants living in environ-
ents that prevent normal handling (eg, neonatal inten-

ive care units). It may also occur in otherwise healthy
nfants whose mothers are emotionally unconnected. Loss
f previously swallowed food may cause progressive ina-
ition and death.8 Eliminating rumination is accom-
lished by providing a temporary mother-substitute to
old, comfort, and feed the infant. The nurturing person
ecognizes when the infant withdraws into the self-
bsorbed state that fosters rumination and promptly
esponds by engaging the baby. Treatment includes
elping the mother improve her ability to recognize and
espond to her infant’s physical and emotional needs.
nfant rumination may be exacerbated by the noxious
tress of the workup that accompanies “diagnosis by
xclusion.” After rumination subsides, it usually does not

ecur, even in families whose mental health remains poor. fl
G3. Cyclic Vomiting Syndrome

Cyclic vomiting syndrome (CVS) consists of re-
urrent, stereotypic episodes of intense nausea and vom-
ting lasting hours to days that are separated by symp-
om-free intervals lasting weeks to months.9 The
requency of episodes ranges from 1 to 70 per year and
verages 12 per year. Attacks occur at regular intervals or
poradically. Typically, episodes begin at the same time
f day, most commonly during night or morning. Epi-
ode duration tends to be the same in each patient. CVS
eaches its highest intensity during the first hours. Vom-
ting tends to diminish thereafter, although nausea con-
inues until the episode ends. Episodes usually end as
apidly as they begin and are marked by prompt recovery
f well-being, provided the patient has not incurred
ajor deficits of fluids and electrolytes. Signs and symp-

oms that accompany cyclic vomiting include pallor;
eakness; increased salivation; abdominal pain; intoler-

nce to noise, light, and/or odors; headache; loose stools;
ever; tachycardia; hypertension; skin blotching; and leu-
ocytosis.10 Eighty percent identify circumstances or
vents that trigger attacks, such as heightened emotional
tates, infections, asthma, or physical exhaustion.10

G3. Diagnostic Criteria for Cyclic Vomiting
Syndrome

Must include both of the following:

1. Two or more periods of intense nausea and un-
remitting vomiting or retching lasting hours to
days

2. Return to usual state of health lasting weeks to
months

Rationale for change in diagnostic criteria. The
orking team reached consensus that a diagnosis of CVS

equires just 2, not 3 episodes. We expect that this change
ill facilitate early recognition and reduce patient suffering.

Clinical evaluation. Patients do not vomit between
pisodes, but two thirds of those who can provide a history
ave irritable bowel syndrome, and 11% have migraine
eadaches. Motion sickness occurs in 40%. More than half
ave family histories of irritable bowel syndrome, and nearly
alf have a family history of migraine headache. CVS can
ccur at any age. The differential diagnosis includes diseases
aving similar presentations during at least part of their
ourses. Brainstem gliomas may infiltrate the vomiting
enters and cranial nerves around the medulla, causing
ntermittent vomiting without obstruction of cerebrospinal

uid flow or signs of increased intracranial pressure. Occult
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pper respiratory tract infection, particularly if associated
ith vestibulitis, and obstructive uropathy may cause

ymptoms indistinguishable from CVS. Gastrointestinal
auses mimicking CVS include peptic disease with pyloric
utlet obstruction, enteropathy especially if there is a
arked duodenitis, recurrent pancreatitis, intermittent

mall bowel obstruction, chronic intestinal pseudo-obstruc-
ion, and the vomiting crises of familial dysautonomia.
ndocrine and metabolic conditions include pheochromo-
ytoma, adrenal insufficiency, diabetes mellitus, ornithine
ranscarbamylase deficiency and other urea cycle defects,
edium-chain acyl coenzyme A dehydrogenase deficiency,

ropionic acidemia, isovaleric acidemia (the chronic inter-
ittent form), and porphyria. Pediatric condition falsifica-

ion may be erroneously diagnosed as CVS.
Treatment. In patients with frequent, severe, and

rolonged episodes, daily treatment with amitriptyline,
izotifen (in the United Kingdom and Australia), cypro-
eptadine, phenobarbital, or propranolol may reduce fre-
uency or eliminate episodes.11,12 Foods, emotional fac-
ors, or physical stressors that trigger episodes may be
dentified and avoided. Aborting episodes is possible in
ome children with a recognizable prodrome. Before the
nset of nausea, oral medications such as ondansetron or
long-acting benzodiazepine may be useful. During the
rodrome, it may be helpful to begin treatment with an
ral acid-inhibiting drug agent to protect esophageal
ucosa and dental enamel and lorazepam for its anxio-

ytic, sedative, and antiemetic effects. Deep sleep for
everal hours may prevent the episode.

Once an episode starts, patients should be sedated
ntil the episode ends. Symptoms may be interrupted by
itrating intravenous lorazepam or another long-acting
enzodiazepine until the patient enters restful sleep.
ntravenous fluids, electrolytes, and H2-histamine recep-
or antagonists are administered until the episode is over.
omplications during episodes include water and elec-

rolyte deficits, hematemesis due to prolapse gastropathy,
eptic esophagitis and/or Mallory–Weiss tears, deficits in
ntracellular potassium and magnesium levels, hyperten-
ion, and inappropriate secretion of antidiuretic hor-
one. When lorazepam is not effective, the goal contin-

es to be inducing deep sleep so that suffering is
liminated and the patient is amnestic for the episode.
ontinuous infusions of propofol or pentobarbital or

ntermittent intravenous diphenhydramine and chlor-
romazine are alternatives to lorazepam.

G4. Infant Colic

The term “colic” implies abdominal pain caused by

bstruction to flow from the kidney, gallbladder, or intes- t
ine. In contrast, “infant colic” is a behavioral syndrome of
arly infancy involving long crying bouts and hard-to-
oothe behavior. Infant colic was defined as “paroxysms of
rritability, fussing or crying lasting �3 hours per day and
ccurring �3 days each week.”13 There is no proof that
rying in infant colic is caused by pain in the abdomen or
ny other body part. Nevertheless, parents often assume that
he cause of excessive crying is abdominal pain of gastroin-
estinal origin.

Because infants with colic are often referred to pediatric
astroenterologists, the Working Team achieved consensus
o include infant colic in this report. Familiarity with infant
olic is necessary to avoid diagnostic and therapeutic mis-
dventures.14 Although crying may occur from pain due to
nflammation in infants who are sensitive to cow milk
rotein,15 by definition, infant colic is not caused by organic
isease. Bouts of infant colic start and stop suddenly with-
ut obvious cause and are likely to occur late in the day.
rying tends to resolve spontaneously by 3–4 months of
ge or, in the case of babies born prematurely, 3–4 months
fter term.16 On average, crying peaks at 6 weeks and then
iminishes by 12 weeks.17 Infant colic probably represents
he upper end of the normal “crying curve” of healthy
nfants. Colic “is something infants do, rather than a con-
ition they have.”16

G4. Diagnostic Criteria for Infant Colic

Must include all of the following in infants
from birth to 4 months of age:

1. Paroxysms of irritability, fussing, or crying
that start and stop without obvious cause

2. Episodes lasting 3 or more hours per day and
occurring at least 3 days per week for at least 1
week

3. No failure to thrive.

Rationale for Change in Diagnostic Criteria

Rome II excluded infant colic from consideration
s a functional gastrointestinal disorder. Nevertheless,
he abdominal pain attribution persists and pediatric
astroenterologists receive referrals of babies with refrac-
ory colic or infants who cry excessively due to unsus-
ected colic. The Working Team achieved consensus to
nclude infant colic in the list of childhood functional
astrointestinal disorders because familiarity with the
colic syndrome” is necessary to avoid diagnostic and

herapeutic misadventures.
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Clinical Evaluation

The colicky crying pattern results from organic dis-
ase in �10%. Prolonged, inconsolable crying, crying after
eedings, facial grimace, abdominal distention, increased
as, flushing, and legs flexed over the abdomen are not
ndicative of pain or disease, but they explain parents’
oncerns. A diagnosis of infant colic can be made in any
nfant younger than 4–5 months whose crying has temporal
eatures of infant colic, who has no signs of central nervous
ystem or intrinsic developmental difficulties, is normal on
hysical examination, and has normal growth patterns.

Treatment

Nonanalgesic, nonnutritive soothing maneuvers,
uch as rhythmic rocking and patting 2–3 times per second
n a quiet environment, may quiet the baby who may
evertheless resume crying as soon as he or she is put down.
common maneuver that does not eliminate pain but stops

he crying (like a car ride) has diagnostic and therapeutic
alue. Management consists of helping the parents get
hrough it.18–20 Any measure that parents perceive as help-
ul is worth continuing, provided it is harmless. If there is
question of milk intolerance or esophagitis, a time-limited

herapeutic trial of a hydrolyzed protein formula or medi-
ation to suppress gastric acid secretion is warranted. Relief
hould be apparent within 48 hours.

G5. Functional Diarrhea
Functional diarrhea is defined by daily painless, re-

urrent passage of 3 or more large, unformed stools for 4 or
ore weeks with onset in infancy or preschool years. There

s no evidence for failure to thrive if the diet has adequate
alories. The child seems unperturbed by the loose stools,
nd the symptom resolves spontaneously by school age.

G5. Diagnostic Criteria for Functional
Diarrhea

Must include all of the following:

1. Daily painless, recurrent passage of 3 or more
large, unformed stools

2. Symptoms that last more than 4 weeks
3. Onset of symptoms that begins between 6 and

36 months of age
4. Passage of stools that occurs during waking

hours
5. There is no failure-to-thrive if caloric intake is

adequate

r

Rationale for Change in Diagnostic Criteria

There were no changes from the Rome II criteria.

Clinical Evaluation

The clinician queries about recent enteric in-
ections, laxatives, antibiotics, or diet changes. Stools
ften contain mucus and/or visible undigested food. A
iet history will assess overfeeding, excessive fruit
uice or sorbitol consumption, excessive carbohydrate
ngestion with low fat intake, and food allergy. In the
bsence of failure to thrive, malabsorption is unex-
ected.

Treatment

It is important to avoid restrictive diets that may
ause calorie deprivation.21 Children recover spontane-
usly, and usually no treatment other than effective
eassurance for the parents is necessary. A daily diet and
efecation diary helps to document that specific foods are
ot responsible for loose stools.

Disorders of Defecation

Defecation frequency in healthy infants and chil-
ren decreases with age.22 Breast-fed infants may defe-
ate as frequently as 12 times per day or as infrequently
s once in 3 or 4 weeks. Firm stools may occur from the
rst weeks of life in formula-fed infants. These infants
ay experience painful defecation and so have a predis-

osition toward developing functional constipation (see
ollowing text).

There is a decline in stool frequency from an average
f more than 4 stools daily in the first week of life to 1–2
ach day at 4 years of age. Approximately 97% of 1- to
-year-old children pass stool 3 times daily to once every
ther day.23 Acquisition of bowel and bladder control
annot be accelerated by early or high-intensity toilet
raining.24,25 The child’s initiative is a reliable indicator
hat the child is developmentally capable of being clean
nd dry. Many children achieve partial voluntary bowel
ontrol by 18 months, but the age of complete control
aries. By 4 years, 98% of normal children are toilet
rained. Concerns related to defecation problems are re-
ponsible for 25% of outpatient visits to pediatric gas-
roenterologists.26

G6. Infant Dyschezia

Parents describe infants with dyschezia as strain-
ng for many minutes, screaming, crying, and turning

ed or purple in the face with effort. The symptoms
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ersist for 10–20 minutes, until there is passage of soft
r liquid stool. Stools pass several times daily. The
ymptoms begin in the first months of life and resolve
pontaneously after a few weeks.

G6. Diagnostic Criteria for Infant
Dyschezia

Must include both of the following in an
infant younger than 6 months of age:

1. At least 10 minutes of straining and crying
before successful passage of soft stools

2. No other health problems

Rationale for change in diagnostic criteria.

here were no changes in the diagnostic criteria from
ome II.

Clinical evaluation. The examiner performs a
istory (including diet), conducts a physical examina-
ion (including rectal examination) to exclude ano-
ectal abnormalities, and charts the infant’s growth.
arents are reassured by a methodical physical exam-

nation completed in their presence. Failure to coor-
inate increased intra-abdominal pressure with pelvic
oor relaxation results in infant dyschezia. The in-
ant’s cries increase intra-abdominal pressure. Defeca-
ion requires increasing intra-abdominal pressure and
imultaneously relaxing the pelvic floor. Coordination
f these 2 independent events to effect successful
efecation may occur by chance, but eventually defe-
ation is learned. Parents are happy to accept the
xplanation that the child needs to learn to relax the
elvic floor at the same time as bearing down. To
ncourage the infant’s defecation learning, the parents
re advised to avoid rectal stimulation, which produces
rtificial sensory experiences that may be noxious or that
ay condition the child to wait for stimulation before

efecating. Laxatives are unnecessary.

G7. Functional Constipation

Constipation represents the chief complaint in
% of pediatric outpatient visits. Approximately 40%
f children with functional constipation develop
ymptoms during the first year of life.27,28 Sixteen
ercent of parents of 22-month-old children reported

onstipation.29 a
G7. Diagnostic Criteria for Functional
Constipation

Must include 1 month of at least 2 of the
following in infants up to 4 years of age:

1. Two or fewer defecations per week
2. At least 1 episode per week of incontinence

after the acquisition of toileting skills
3. History of excessive stool retention
4. History of painful or hard bowel movements
5. Presence of a large fecal mass in the rectum
6. History of large-diameter stools that may ob-

struct the toilet

Accompanying symptoms may include irritability,
decreased appetite and/or early satiety. The accompa-
nying symptoms disappear immediately following
passage of a large stool.

Rationale for change in diagnostic criteria. The
hange from 12 weeks to 1 month of symptoms is based
n data showing that the longer functional constipation
oes unrecognized, the less successful treatment is. In
onstipated children younger than 4 years of age, prog-
osis was better when the child was treated before 2 years
f age.30 Recovery in children with fecal incontinence
as associated with shorter symptom duration.31,32

iagnostic criteria for functional fecal retention are
liminated. Functional fecal retention was a term that
as not accepted by most clinicians. Functional fecal

etention put a high premium on retentive posturing,
hich was 1 of 2 obligatory diagnostic criteria. However,
arents may not have observed or recognized retentive
ehavior.33 We now assess parents’ impression of exces-
ive stool retention as 1 of 6 criteria, but it is not
ssential.

Clinical evaluation. Fecal incontinence (involun-
ary passage of colon contents) may occur in infants and
oddlers who accumulate a rectal fecal mass. Two studies
ssessing the applicability of Rome II criteria recom-
ended that fecal incontinence should be added to re-

ised criteria. Incontinence is an objective marker for
onitoring treatment. A painful bowel movement has

een identified as an important cause for retentive be-
avior.34 A fecal mass identified before evacuation (rec-
gnized during physical examination) or after a bowel
ovement is a feature of functional constipation. The

ainful evacuation of a fecal mass often conditions a child
o avoid defecation.

Functional constipation is a diagnosis made by history

nd physical examination.35 No testing is necessary or de-
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irable. Onset frequently occurs during 1 of 3 periods: (1) in
nfants with hard stools, often corresponding with the
hange from breast milk to commercial formula or intro-
uction of solids; (2) in toddlers acquiring toilet skills, as
hey attempt to control bowel movements and find defeca-
ion painful; and (3) as school starts and children avoid
efecation throughout the school day. Affected children are
ften described as standing on their toes, holding onto
urniture, stiffening their legs, and hiding in a corner.
ncontinence may be mistaken for diarrhea by some parents.
he physical examination includes assessing the size of the

ectal fecal mass, which is judged for height above the pelvic
rim with bimanual palpation on either side of the rectus
heath. A rectal examination is performed after establishing
apport with the patient and the family. In functional
onstipation, the initial attempt at rectal examination oc-
asionally causes the child to react with acute, intense fear
nd negative behaviors. An irrational fear of the rectal
xamination typifies the child with functional constipation
nd is rarely a problem in children with other complaints,
ncluding other defecation disorders. When the history is
ypical for functional constipation, the perineum should be
nspected but a digital rectal examination may be delayed to
acilitate the therapeutic alliance between the child and the
linician until after a treatment trial fails. If the clinician
lans a consultation but no follow-up, a rectal examination
s necessary to evaluate the child for the rare obstructing
ass. Symptoms are explained by voluntary efforts to avoid

efecation. Pain results from normal colonic contractions
ushing luminal contents against a closed anal sphincter.
ncontinence occurs when stool seeps around the fecal mass
nd leaks out when the child relaxes the pelvic floor or anal
phincter, either inadvertently (as in sleep), with fatigue, or
ith attempts to pass flatus. Initiation of intensive training
efore 27 months does not correlate with earlier completion
f toilet training, suggesting little benefit to training before
7 months.36 Parents of children at risk for functional con-
tipation seem to be inconsistent in their approach to toilet
raining, varying from rigid to permissive.37 In most cases,
ear of painful defecation is the cause for fecal retention.38

Treatment. The first step in treatment is family
ducation during the initial visit. The child and family
ppreciate a clinician who explains the problem, absence of
isease, and safe and effective management. The clinician
ddresses the myths and fears: the child has functional
onstipation, the most common problem referred to the
ediatric gastrointestinal specialist, and one of the most
ommon problems in pediatrics. It goes away in time, and
t is not dangerous. These statements assuage anxiety and
reate an expectation for positive change. Next, parents
eed to be helped to understand the child’s point of view.

or toddlers, toilet training will not proceed until the
hild’s fear of painful defecation resolves. Parents must
nderstand that coercive toilet training tactics are likely to
ackfire into an unwinnable struggle for control. Next, the
linician, child, and parent agree on a plan for evacuating
he rectal fecal mass. Most experts favor a daily nonstimu-
ant laxative such as polyethelene glycol, mineral oil, lactu-
ose, or milk of magnesia, which slowly softens the mass
ntil the child chooses to pass it, days or weeks later. This
onintrusive approach returns the control of the child’s
elvic floor to the child. The key to effective maintenance is
ssuring painless defecation until the child is comfortable
nd acquisition of toilet learning is complete. Behavior
odification using rewards for successes in toilet learning is

elpful.
Functional constipation is as common in children and

dolescents as it is in infants and toddlers. Aspects of this
isorder in the older child are covered in the next report.

Recommendations for Future
Research

. Validating the diagnostic criteria for the childhood
functional gastrointestinal disorders will be an im-
portant goal for the next decade. Epidemiologic com-
munity-based studies and studies of populations be-
lieved to be at risk (eg, children of patients with
functional gastrointestinal disorders, female child
abuse victims) are needed to determine the applica-
bility of the diagnostic criteria, which were arrived at
by consensus rather than by data analysis.

. Clinical trials measuring symptom change as the pri-
mary outcome measure will help us to learn which
interventions improve outcomes in the childhood
functional gastrointestinal disorders.

. Definitions and diagnostic criteria for currently un-
recognized childhood functional gastrointestinal dis-
orders are needed.

. A history of physical, sexual, and/or emotional abuse
will be elicited from some children with functional
bowel disorders. There is a need for education and
training related to the evaluation and treatment of
child abuse for all clinicians who care for children
with functional gastrointestinal disorders.

. The role of childhood functional gastrointestinal dis-
orders in adult functional gastrointestinal disorders
should be explored.

. There is increasing evidence in adult practice of the
role of inflammation in some functional gastrointes-
tinal disorders. There are virtually no such studies in
childhood. The role of inflammation in childhood
functional gastrointestinal disorders requires system-

atic study.
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