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Very Low Birth Weight Infant with Associated Cerebellar Hypoplasia : A Case Report
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Yayoi Tsuboi, Hiroshi Suzumura, Osamu Arisaka
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Congental cereballer hypoplasia is a well known cause of
truncal ataxia. In recent years, several report showed a cor-
relation between very low birth weight infant and hypopla-
sia of cerebellum. Here we report a patient with cerebellar
hypoplasia who was born with 23 weeks gestational age,
weighting 555 g. She was immediately treated with artificial
ventilation until 99" day of her age due to respiratory fail-
ure. At the 173th day, she was discharged from the neona-

tal intensive care unit with no apparent sequela. At one

year and 3month-old, she could not walk and keep sitting
alone. Brain MRI showed hypoplasia of both cereballar
hemisphere and vermis. The diagnosis of congenital cere-
bellar hypoplasia was made and rehabilitation therapy was
stated. Physicians should recognize the high prevalence of
cerebellar hypoplasia when examine very low birth weight
infant with developmental motor delay, and brain MRI

study is useful to detect this condition.



