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Abstract

Introduction: Perinatal hypoxic-ischemic cerebral injury
remains an important issue partly because it is the most clearly
recognized cause of cerebral palsy. Multi-organ dysfunction (MOD) is
one of four consensus based criteria for the diagnosis of intrapartum
asphyxia. The theoretical concept behind MOD is the diving reflex.

Objectives: the aim of this study was to assess the patterns of
involvement of each organ/system and combinations of involvement of
these organs 1in infants with post-asphyxial hypoxic-ischemic

encephalopathy (HIE).

Patients and methods: This is a retrospective study carried out

on 100 hypoxic ischemic neonates who were admitted on their first day of
life to the Neonatal Intensive Care Unit (NICU) in Kasr El Aini Hospital,
Cairo University, Egypt.

Results: Multi-organ dysfunction (MOD) occurred in 74% of our
patients with renal dysfunction the commonest to occur (64%). Two-
organ dysfunction occurred in 49% of patients followed by one-organ
dysfunction in 38% of patients with MOD. Mortalities increased as the

number of organ dysfunction increased.

Conclusion: We found evidence in support of the MOD criterion
in the definition of asphyxia, with renal dysfunction being the most

commonly occurring dysfunction.

Key words: HIE, perinatal asphyxia, multi-organ

dysfunction.
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introduction

Introduction

Neonatal encephalopathy remains a major cause of
neurodevelopmental disability in term infants, occurring in 1 to 2 per
1000 live term births. The term hypoxic-ischemic encephalopathy has
also been used to describe this clinical condition, but it is misleading
because many of the cases of neonatal encephalopathy have not

experienced documented hypoxic-ischemic insult (Miller et al., 2004).

The etiology of perinatal HIE includes those circumstances that can
affect the cerebral blood flow in the fetus and newborn compromising the
supply of oxygen to the brain. They may develop antepartum (20%),
intrapartum (30%), intrapartum and antepartum(35%), or postpartum
(10%). HIE develops in the setting of perinatal asphyxia, which is a
multiorgan system disease (Legido et al., 2000).

Hypoxia and ischemia can cause damage to almost every tissue and
organ of the body and various target organs involved have been reported
to be kidneys in 50% followed by CNS in 28%, CVS in 25% and lungs in
23% cases (Gupta et al., 2005).

Multi-organ dysfunction (MOD) is one of four consensus based
criteria for the diagnosis of intrapartum asphyxia. The theoretical concept
behind MOD is the diving reflex (conservation of blood flow to vital

organs at the cost of non-vital organs) (Shah et al., 2004)

Excessive stimulation of glutamate receptors appears to play an
important role in the pathogenesis of neonatal brain injuries caused by

lack of oxygen (Johnston, 2001).



