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INTRODUCTION

The improved technology and more sophisticated
understanding of neonatal physiology has lead to increased
survival of markedly premature infants with increased number
of infants with bowel obstruction from inspissated meconium
who do not have cystic fibrosis (Greenholz et al., 1996).

Meconium abnormalities are known to cause multiple
neonatal intestinal obstructive syndromes characterized by
wide spectrum of severity from the benign meconium plug
syndrome to the sometimes, severely complicated meconium
ileus associated with cystic fibrosis (Emil et al., 2004).

Recently inispissated meconium has become a
recognized cause of functional bowel obstruction in the low
birth weight infants. It has also been called "syndrome of
retained meconium", "meconium blockage syndrome",
"Inspissated meconium syndrome","meconium disease" or the
recently designated" meconium obstruction of prematurity"

(Cox et al., 2004).

Meconium obstruction of prematurity is a distinct
clinical entity, different from other types of meconium
obstruction and not associated with cystic fibrosis. It occurs in
very low birth weight (VLBW) infants who develop
obstructive symptoms after having passed some initial
meconium. This obstruction occurs in infants with particular
risk factors, affects the ileum and predisposes to intestinal
perforation if not diagnosed and treated promptly (Vinograd et
al., 1983).

Meconium obstruction in the low birth weight infants
was not reported until 1979 when it was described by Sigel et
al ; in a case report of three patients. Later Vinograd et al.,
described it as " meconium disease " in 1983 in a report of
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seven patients. Then Krasna et al., reported meconium
obstruction in the low birth weight infants in a report of twenty
infants in 1996. All these reports described a mild form of the
disease not requiring surgery. However in 1996 Greenholz et
al., reported 12 infants with inspissated meconium syndrome
requiring surgery mainly due to intestinal perforation.

Dimmitt and Moss published a review of this condition
in 2000, reporting on a total of 52 cases found in the literature,
these patients had a variety of diagnostic findings and were
treated by a variety of surgical as well as non surgical
methods.

Although the syndrome has been increasingly described
in the last twenty years, there has been no agreement on
definitive criteria for diagnosis and management. A persistent
lack of familiarity of this entity on the part of some clinicians
presents the first barrier to its adequate diagnosis and
management (Emil et al., 2004).

Delay in accurate diagnosis and prompt treatment of this
condition can result in increased morbidity and mortality in
this fragile group of patients. Potential complications include
withholding feeds which consequently postpones the
attainment of adequate enteral nutrition and growth, bowel
perforation and unnecessary surgical producers (Cox et al.,
2004).
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Aim of the work

This work is planned to study the prevalence of
meconium obstruction among the very low birth weight
(VLBW) premature infants. In this thesis we were also
specifically aiming to develop strategy for early diagnosis and
to select appropriate management of such low birth weight
neonates presented with meconium obstruction.

Identifying the characteristics and risk factors of infants
susceptible to meconium obstruction of prematurity allows
clinicians to maintain a higher index of suspicion and therefore
diagnose and initiate treatment in an expedient and safe
manner.
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Etiology of meconium obstruction in very
low birth weight neonates

Meconium is the material found in the intestine of the
newborn. It consists of succus entericus that in turn is made up
of bile salts, bile acids and debris that is shed from the
intestinal mucosa during intrauterine life. It is normally
evacuated after birth or sooner in utero as a result of vagal
response to perinatal stress (Burge and Drewett, 2004).

In the premature low birth weight neonates, the etiology
of meconium obstruction is thought to be a combination of the
highly viscid meconium of prematrurity and poor motility of
premature gut (Dimmitt and Moss, 2000). A premature colon
and week peristalsis have been associated with meconium
developing into an inspissated and tenacious plug because of
increased water absorption (Ellis and Clatworthy, 1986).

Etiology of meconium obstruction 1is probably
multifactorial. The identified associated factors of intrauterine
growth retardation, maternal hypertension, patent ductus
arteriosus, hyaline membrane disease, and intraventricular
hemorrhage suggest that pre and postnatal intestinal
hypoperfusion or ischemia is likely to be involved (Blott et al.,
1988).

Presumably severe prematurity itself, in association
with compromised perfusion, results in a final pathway of
dysmotility. The microscopic changes of mucoviscidosis
potentially could result from failure of distal progression of
hepaticopancreatic secretion, and in conjunction with finding
of postnatal bacterial overgrowth, could provide histological
support for stasis as the underlying pathology. As motility
returns, obstructive symptoms appear (Talwalker and Kittur,
1987).




