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Introduction
HIE is a neonatal
encephalopathy
caused by systemic
hypoxaemia and/or
reduced cerebral
blood flow resulting
from an acute
peripartum or
intrapartum insult1.

The etiology of such
insults is variable.
HIE can cause
significant newborn
morbidity. Acute
management for
infants ≥ 35 weeks
includes therapeutic
cooling and
management from a
Neonatal Intensive
Care Unit (NICU)
team2.
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Methods
This single-institution retrospective study examined inborn babies ≥ 35 weeks, meeting
HIE therapeutic cooling criteria between July 2015 - December 2022. Cases were
identified by NICU records. Data was extracted from hospital databases (ObstetriX
and eMaternity) and medical files of infants and mothers.

Table 1: Population characteristics and risk of HIE for 38262 births at ≥ 35
weeks from July 1st, 2015 to December 31, 2022

Table 2: Results from HIE Cases. Cases were separated into pre-admission HIE and
Post Admission HIE based on admission CTG Results and Discussion

Out of 38262 babies born at ≥ 35 weeks
over 7.5 years, 49 received a diagnosis of
HIE (1.3 per 1000). Prior to labour/birth
there were no differences in characteristics
between HIE and no HIE groups (table 1).

In 19 cases (39%), the fetus was significantly
unwell at hospital presentation (Pre-
admission HIE) whereas 30 were initially
well (Table 2). HIE causes such as abruption,
acute fetal anaemia and fetal distress with or
without chorioamnionitis occurred in both
groups, while uterine rupture, shoulder
dystocia, breech birth and cord prolapse
occurred only after admission. Time of day
was not relevant. Twelve (26%) HIE infants
died or had moderate-severe abnormal
neurological outcome at follow up (4
months to 5 years)2.

Five cases (10%) demonstrated definite or
possible scope for improved care. These
cases involved failure to recognise abnormal
cardiotocograph features, delays in
expediting birth and advising a labouring
VBAC woman to remain at home longer
than appropriate.

Conclusion
The rate of HIE was 1.3/1000 births. HIE causes were variable. Almost
40% presented with an abnormal CTG while 60% evolved after
admission. Considerable infant morbidity occurred despite cooling. Scope
for improvement in care was identified in 10% of cases.
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