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Anomalies in the autopsied neonates
Takashima S, Mito T, Houdou S, Takeichi Y, Asanuma K, Ohno T, Miyagawa T

Division of Mental Retardation and Birth Defect Research, National Institute of Neuroscience, NCNP
Departments of Neonatology and Pathology, Matsudo City Hospital
Departments of Neonatology and Pathology, Saitama Children’s Hospital

Pathological examination was done on anomalies in 73 autopsied neonates for last 5 years. Marker
anomalies were found in 36 neonates and frequently associated with malformations of visceral organs
and centrl nervous system. In chromosomal aberrations, the patients with Down syndrome or trisomy 13
had marker anomalies, but half of patients with trisomy 18 and others did not show marker anomalies.
In neonates without external anomalies, all with marker anomalies had diaphragmatic hernia or
esophageal atresia, and neonates without marker anomalies showed only congenital heart disease in
some cases and few anomalies in the central nervous system.
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Dysplaéia LGH Hetero- Polymicro- Aplasia of SEC Others
ION Hip Cere LGB CC topia gyria olfactory N.
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10N = inferior olivary nucleus; Hip = Hippocampus; Cere = cerebellum
LGB = lateral geniculate body; CC = corpus callosum; SEC = subependymal cyst
LCH = leptomeningeal glioneuronal heterotopia; Olfactory N = Olfactory nucleus
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Others: 46,XY,2q+,inv(7)(pl11.2 p22) 46,XY,9p+ 13 ring
46,%Y, inv(9)(pt q-) 46,XY,29-
ION = inferior olivary nucleus; Hip = Hippocampus; Cere = cerebellum
LGB = lateral geniculate body; CC = corpus callosum; SEC = subependymal cyst
LGH = leptomeningeal glioneuronal heterotopia; Olfactory N = Olfactory nucleus
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ION = inferior olivary nucleus; Hip = Hippocampus; Cere = cerebel lum
LGB = lateral geniculate body; CC = corpus callosum; SEC = subependymal cyst
LGH = leptomeningeal glioneuronal heterotopia; Olfactory N = Olfactory nucleus
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ION = inferior olivary nucleus; Hip = Hippocampus; Cere = cerebel lum
LGB = lateral geniculate body; CC = corpus callosum; SEC = subependymal cyst
LGH = leptomeningeal glioneuronal heterotopia; Olfactory N = Olfactory nucleus
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