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WFZERC R OMEEE (330) : Rett syndrome is a neurodevelopmental and autistic disease caused
by mutations of Methyl-CoG-binding protein 2 (MECP2) gene. MeCP2 protein binds to
methylated gene promoters to suppress their expression, indicating that Rett syndrome
is caused by the deregulation of target genes. However, it is likely that there are more
unidentified neuronal MeCP2-targets associated with the neurological features of RTT.
Using a genome—microarray approach, we found 22 genomic regions that contain sites
potentially regulated by MeCP2. Within these regions, Chromatin immunoprecipitation
(ChIP) analysis revealed that MeCP2 binds to the upstream regions of the LIN7A, PCDHBI
and PCDH7. Since these genes are generally essential for brain development, aberrant
regulation of these molecules may contribute to the pathogenesis of the neurological

features observed in Rett syndrome.
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