2019 2022

Study of the Mechanisms by Which Behavioral Therapy Improves Impairment of
Social Interaction in ASD
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This study examined the effects of peer-rearing on autism spectrum disorders

(ASD)-like behaviors in tuberous sclerosis (TSC) model mice, using peer-rearing with wild-type mice
as a behavioral therapy of ASD, and analyzed DNA methylation. Tscl+/- mice showed improved
impairment of social interaction when living with wild-type mice from 3 weeks of age. We also found

that the pattern of DNA methylation may differ depending on the genotype and peer-rearing. Genes
that were found to be involved in development and protein binding were extracted from the genes that

were suggested to be related to social behavior. These results suggest that DNA methylation
contributes to the improvement of social deficits in ASD.
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