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Can autism be cured in adulthood?
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Here we show that reduced expression of CHD8 in oligodendrocytes gives rise
to abnormal behavioral phenotypes in mice. CHD8 was found to regulate the expression of many
myelination-related genes and to be required for oligodendrocyte maturation and myelination.
Ablation of Chd8 specifically in oligodendrocytes of mice impaired myelination, slowed action
potential propagation, and resulted in behavioral deficits including increased social interaction
and anxiety-like behavior, with similar effects being apparent in Chd8 heterozygous mutant mice. Our

results thus indicate that CHD8 is essential for myelination and that dysfunction of
oligodendrocytes as a result of CHD8 haploinsufficiency gives rise to several neuropsychiatric
phenotypes.
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CHD8 ZRAZH/B LTe~T a R\~ T ZADITERT 21T o7 & 2 A, HPIEZ RS 2178
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