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Rett syndrome, one of the childhood autism, is identified MeCP2 as responsible protein.
We assumed the dysregulation of genes involved in synapse formation of symptom in this
syndrome. We identified MALS—1 gene is a new gene regulated by MeCP2. In the cerebral
cortex of MeCP2-KO mice, MALS-1 protein expression was decreased compared to wild type
Neuro2A, a neuroblastoma cells, the siRNA-MeCP2 also showed the decrease of expression
of MALS—1 mRNA. MeCP2 is a DNA methylation of genes that contribute to MALS—1, unlike
previous reports it was suggested that MeCP2 is enhanced by this protein expression.

Therefore, the symptom of autism in Rett syndrome is suggested that the MALS—-1 related

to the abnormal expression of synapse formation by a decline.
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