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Progress report

Constipation in infants and children

Most mothers know only too well how often their infants pass faeces and
they are quick to seek a remedy for any disturbance of traditional normality.
In contrast their older children seldom complain if their bowels empty
incompletely or infrequently as accumulated faeces can be astonishingly
free from ill effects.' Children are seldom troubled by the malaise, headache,
and impaired concentration experienced by adults so that only specially
observant or enquiring parents become anxious about an apparently well
child who is in fact constipated. Thus there is commonly delay in seeking
advice until secondary symptoms develop and these can be inexplicably
inconstant so that the cause is not always immediately evident.
The presenting symptoms include reluctance to eat and failure to thrive,

attacks of abdominal colic or vomiting, distension of the abdomen by gas,
faeces, or even an overfull urinary bladder, and obstipation that progresses
occasionally to intestinal obstruction. In infants a hard mass of faeces in
the bowel can sometimes result in stercoral ulceration or even perforation
but at times the irritant effects are more widespread and enterocolitis with
paradoxical diarrhoea and inconstant pyrexia can result. An accumulation
of faeces in the bowel can also produce megacolon2 or megarectum and
animal experiments suggest that this can develop particularly easily when the
gut is growing rapidly.3 When the rectum is distended by impacted faeces
there is a reflex relaxation of the normal anal sphincter4'5 and soiling com-
monly results. Lastly chronic retention of urine and infection of the urinary
tract may be associated with chronic constipation6'7 8'9 so that it is not
unknown for these children to die from renal failure.10
Acute constipation in children responds to correction of the precipitating

factors and symptomatic treatment as it would in an adult but chronic con-
stipation, which may present acutely, often has features that are peculiar to
infancy and childhood. Many of these features are related to the growth of
the patient and others may result from disorders in the development of
normal motor activity in the bowel." How defaecation is inhibited in utero
and what initiates the act after birth remains an enigma,'2"3 as do the factors
that operate subsequently to regulate the rate and force of colonic pro-
pulsion.'4 The dominant effect of the gastrocolic reflex'5 in early infancy
diminishes with growth and the stools become fewer and firmer as the infant
starts to take a mixed diet. Gradually the young child becomes aware of the
tabu against indiscriminate defaecation so that inhibition of the reflex
is usually learnt before the age of 3 years.16 Meanwhile the child is realizing
slowly that it is customary to pass a stool once or twice each day in some
approved place. During the time that these somewhat contradictory condi-
tioned reflexes are being established the speed of emotional and intellectual
development is near its height and patterns of behaviour are labile and easily
distorted. In the circumstances it is astonishing that the evolution of a normal
bowel habit is disturbed so seldom. Occasionally 'encopresis'l7 supervenes
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with persistence of, or reversion to, the infantile pattern of uninhibited
defaecation'8"19,20 but this contrasts with the commoner deviation of reten-
tion of faeces.2' One effect of the latter condition is the infrequent passage
of gigantic motions22 but more often faeces accumulate in the rectum until
the anus relaxes to allow leakage and continuous soiling.
Many of the children with disturbances of bowel function are 'wet' as

well as 'dirty'. As they grow older their physical unpleasantness makes them
social outcasts, and if treatment is not effective they may become delinquents.
Those who exhibit true encopresis are often victims of enuresis, but those
with an impaction of faeces in the rectum are prone to chronic retention of
urine, infection of the urinary tract, and double 'overflow' incontinence. The
liability to urinary complications make it advisable to investigate the kidneys,
ureters, and bladder whenever the bowel is chronically overloaded.23
To evaluate and treat the psychological aspects of behaviour problems

requires special skills. Methods of management for bowel dysfunctions vary
considerably and some might be deemed bizarre.24 A psychological disturb-
ance can be rectified with treatment and yet the bowel may remain costive
as it takes more than a reorientation of will power to empty an overloaded
rectum. Enemas, suppositories, or the surgeon's finger may be needed to do
this but on most occasions the use of senna and psychotherapy are found to
be synergistic.25 Conversely it is possible to ensure that the bowel is emptied
regularly so that faecal soiling will cease before an underlying psychological
disturbance is fully adjusted. Continual faecal soiling due to an organic
anorectal defect can provoke disgust and psychological trauma and psycho-
logical maladjustment can equally aggravate the symptoms due to an ano-
rectal lesion.

In addition to psychogenic retention there are several other ways in which
defaecation can be hindered in childhood. These may be present individually
or in combination and each can arise in a number of ways but most affect
males more than females. Several classifications of constipation have been
proposed5' 26 but defaecation is essentially hindered in the following ways.

1 Physical impediment, which can be due to unduly viscid, hard, or scanty
bowel contents, to lack of lubrication, to a narrow lumen or to inadequate
relaxation of the distal bowel or anal sphincter.

2 Intrinsic lack of effective power to propel the contents through the
bowel or anus.

3 Extrinsic impairment or inhibition of the reflexes involved in defaeca-
tion.
4 Blunting of the anorectal sensibilities that evoke the call to stool and

trigger and augment the reflexes of defaecation.
Otherwise healthy infants who are underfed have scanty faeces, and

motions become hard if there is insufficient watery liquid, sugar, or fat in
the suckling diet. Insufficiency of liquid intake can occur inadvertently in
young infants if the weather becomes suddenly hot, and it can also complicate
fever or repeated vomiting such as that due to windy feeding, oesophageal
reflux, or pyloric stenosis. Newborn infants with meconium ileus have an
unduly viscid bowel content and a similar but not identical situation occurs
in the distal bowel in the rarer meconium plug syndrome. Both these condi-
tions present as acute intestinal obstruction rather than as constipation, but
a meconium plug is often evacuated after an enema of isotonic saline ;27,28
in contrast meconium ileus requires a temporary palliative ileostomy and
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persistent energetic efforts to dislodge the abnormal meconium from the
distal bowel.29 In infants and children faeces harden when evacuation is
delayed, and this in turn can aggravate the effects of any preexisting impedi-
ment such as congenital anal stenosis.30 The latter anomaly is easily over-
looked when it occurs in isolation, but it is often a complication of the more
obvious anorectal malformations that manifest an abnormal opening for
faeces in the perineum.31 The effects of anal stenosis and of incomplete
relaxation of an apparently normal anal sphincter are much the same.
Spasm of the sphincter is engendered commonly by the ubiquitous anal
fissure but the reluctant relaxation that is a feature of psychogenic retention'8
and habit dyschezia32 requires to be distinguished from the other forms of
anal achalasia.33
An intrinsic lack of effective power to propel the bowel contents dis-

tinguishes a most puzzling group of uncommon conditions. Of these Hirsch-
sprung's disease34 is the only one with a world-wide incidence and a well
defined morbid anatomy. It is most often a cause of neonatal intestinal
obstruction26 but occasionally the clinical presentation resembles infantile
gastroenteritis.35,36 Very rarely does it cause chronic constipation in child-
hood, but paradoxically when it does so the symptoms are not invariably
present from birth. Indeed it is odd that the severity and nature of the
symptoms cannot be correlated consistently with the extent of the distal
aganglionic bowel. It seems that some imperfect propulsive activity other
than true peristalsis may be present in a few patients37 and it can be postulated
that this might be partly the result of myogenic propagation or in part due
to reflexes with relatively intact extrinsic pathways such as those concerned
with defaecation. Recent work suggests that though the aganglionic bowel is
devoid of peristalsis it continues to have a substantial but variable degree of
neuromuscular activity38'39 which principally restricts its capacity and that
of the internal anal sphincter40 to relax. It is certainly true that anorectal
myotomy'0,41942 or forceful dilatation of the anal canal43'44 can contribute
to the effective treatment of the anal achalasia of ultra-short segment Hirsch-
sprung's disease, and these procedures in various guises now feature in the
recent modifications of all the definitive major operations for grosser forms
of this anomaly.45
There is no standard nomenclature for many other disorders that feature

an intrinsic weakness of propulsion through the bowel or anus; most are
defined vaguely and some are excessively rare. In certain of these unusual
conditions the histology of the bowel wall is abnormal ;46 these include
acquired 'Hirschsprung's disease',47 Chagas disease,48 porphyria,49 colonic
neurofibromatosis,50'5' atrophic myositis of the colon in Bantu children,52
the juvenile neural lipidoses with idiocy,53 immaturity of the ganglion cells
in premature infants,54 and abnormal nerve fibres with scanty ganglion cells
in the rectal ampulla.'0 In contrast the intrinsic histology is normal in the
more common types of bowel inertia, and for this group it is useful to
consider whether the inertia is primary or secondary and to determine if it
involves mainly the colon, the rectum, or the relaxation of the anus.55 Some
forms of secondary colonic inertia are well recognized, such as those com-
plicating infective toxaemia, thiamine deficiency, or hypothyroidism (though
seldom evident in young cretins), but the causes of primary inertia are still
obscure. The sluggish activity increases the transit time so that the colon fills
and distends with faeces rather than with flatus, and without much hyper-
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trophy of the bowel wall. If faeces fill mainly the proximal colon a 'pseudo-
Hirschsprung's disease' results56 and the gross features of Hirschsprung's
disease are also simulated occasionally by other forms of 'segmental' mega-

colon57 but tubular dilatation of the distal colon58 is the form most often
seen. Constipation is occasionally evident from the time of birth but it often
commences later.59'60 It can vary in effect from a tendency to sluggish de-
faecation that arises at any age to an extensive adynamic ileus in the new-

born6' that can be fatal. Some of the neonates so affected are premature or

dysmature, some have microcephaly62 or have sustained cerebral damage,
and some may be victims of respiratory distress63 or generalized infections,
but predisposing factors are not always evident. The less sinister forms of
'agnogenic' or 'idiopathic' megacolon tend to develop in early childhood.
The symptoms are often mitigated by prolonged treatment with senna and
improvement often takes place progressively about the time of puberty.

Children with rectal inertia do not experience the reflex of defaecation
until the stimulus is very strong, but the colon often continues to propel
faeces actively64 and effectively to the rectum in which a large mass gathers.
Distension and pressure build up in the rectal lumen, but when this stimulates
the urge to defaecate the attempt is often unsuccessful as the bolus of hard
faeces is then too big.65 Failure to evacuate the terminal reservoir58 of faeces
from the megarectum allows stretching or reflex relaxation of the anal canal
and continuous soiling from leakage of softened motions and mucus. Primary
rectal inertia, presenting as congenital constipation,18 is possibly a segmental
form of primary colonic inertia.60 Both are twice as common in boys as in
girls, the symptoms often become worse in both when the faeces become
firmer with the advent of mixed feeding, and both tend to improve if effective
symptomatic treatment is prolonged. Secondary rectal inertia may be pre-

cipitated by an acute episode of constipation or by a chronic impediment to
defaecation at the level of the anal canal. The initial treatment for rectal
inertia requires the correction of any such impediment and the evacuation
of accumulated faeces. Thereafter local stimulation of the rectum must be
provided each day to provoke complete defaecation, and it is often appro-

priate to use bisacodyl suppositories or small 'disposable pack' enemas for
this purpose. For children attending school these aids are employed con-

veniently on their return home in the late afternoon, so that subsequent
bowel evacuation is unhurried. Treatment may have to be continued for
months or even years before defaecation becomes spontaneous, but where
symptoms prove intractable an anal divulsion44 or internal anal sphincter-
otomy66 can be astonishingly helpful. If the trouble persists into adolescence
a restorative left hemicolectomy may be considered;67 when enough of
the colon is resected68 the large bulk of soft faeces that results will stimulate
the rectum and be easy to evacuate.

Children are subject to many of the extrinsic neural lesions that can impair
the pathways of reflex defaecation in adults but the commonest neuropathic
lesion is congenital spinal palsy due to myelodysplasia that involves the
third sacral segment of the spinal cord. With this type of spina bifida the
intrinsic reflex of peristalsis remains intact so that faeces exude from the
loaded bowel at irregular intervals and it is often preferable to stimulate
clearance at a convenient time by the insertion of a suppository. Lesions of
this type are commonly associated with a neuropathic bladder. Sometimes
children who have no evident lesion of the spinal cord have bladder and

88

 on M
ay 22, 2023 by guest. P

rotected by copyright.
http://gut.bm

j.com
/

G
ut: first published as 10.1136/gut.12.1.85 on 1 January 1971. D

ow
nloaded from

 

http://gut.bmj.com/


Constipation in infants and children 89

bowel dysfunction comparable to that with myelodysplasia. This has been
attributed to 'agenesis of the pelvic parasympathetic nerves'69 but no defi-
ciency in the vesical ganglion cells has been convincingly demonstrated70 and
the true aetiology remains obscure. Unfortunately the prognosis seems little
better than that with spinal palsy and the long-term management of the
bladder and bowel may have to be much the same as it is with myelodysplasia.

In many communities there is a vague but widespread uneasiness about
the consequences of constipation, particularly in infancy and childhood, and
in Britain this encourages the commonplace family practice of purgation on
Friday nights. The basis for behaviour such as this is lost in the history of
folklore but it may well originate from a desire to promote virtue as well as
health. This was expressed as early as the seventh century BC when the birth
of the infant Messiah was prophesied, for at that time it was foreseen that
the first food to pass His lips would be butter and honey 'so that he may
know to refuse evil, and choose the good' (Isaiah, VII, 14-15).

JOHN F. R. BENTLEY
Royal Hospitalfor Sick Children,

Glasgow
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