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Deciphering pathogenesis of autism spectrum disorder with mouse model
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In_order to clarify the onset mechanism of Autism Spectrum Disorder (ASD),
we conducted a study focusing on the identification of the responsible cell type. The results
revealed that Chd8 is required for cell differentiation of oligodendrocytes. Furthermore, we created

model mice that reproduce some of the symptoms of autism by heterozygous mutation in Chd8 gene with
oligodendrocytes. We found that a decrease in nerve conduction velocity accompanied by hypoplasia
is one of the causes of autism.
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