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Abstract Genetic disorders and birth defects account for a
high percentage of the admissions in children’s hospitals.
Congenital malformations and chromosomal abnormalities
are the most common causes of infant mortality. So their
effects pose serious problems for perinatal health care in
Japan, where the infant mortality is very low. This paper
describes the reasons for admissions and hospitalization at
the high-care unit (HCU) of a major tertiary children’s
referral center in Japan. We retrospectively reviewed 900
admission charts for the period 2007-2008 and found that
genetic disorders and malformations accounted for a
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significant proportion of the cases requiring admission to
the HCU. Further, the rate of recurrent admission was
higher for patients with genetic disorders and malforma-
tions than for those with acquired, non-genetic conditions.
Over the past 30 years, admissions attributed to genetic
disorders and malformations has consistently impacted on
children’s hospital and patients with genetic disorders and
malformations form a large part of this facility. These
results reflect improvements in medical care for patients
with genetic disorders and malformations and further
highlight the large proportion of cases with genetic
disorders, for which highly specialized management is
required. Moreover, this study emphasizes the need for
involvement of clinical geneticists in HCUs at children’s
hospitals.

Keywords Malformation - Genetic disease - High-care
unit - Children’s hospital - Mortality

Introduction

Genetic disorders and birth defects account for a high
percentage of the admissions to children’s hospitals [4, 13].
In 2008 [5], the Ministry of Health, Labor and Welfare in
Japan reported that congenital malformations, chromosomal
abnormalities, and genetic diseases are the leading causes
of death in children during the first year of life. As per
that report, 999 infants under the age of ! year died of
congenital malformations and chromosomal abnormalities;
this corresponds to 35.7% of the total number of deaths in
this age group. Since 1985, congenital malformations and
chromosomal abnormalities have remained the leading
causes of infant mortality in Japan [5]. Indeed, in USA it
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