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MeCP2 and neurodevelopmental disorders
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Abstract: As a transcription repressor, methyl-CpG binding protein 2 (MeCP2) comprises two functional domains:
methyl DNA binding domain and a transcription repression domain. MeCP2, which acts as a multifunctional nuclear
protein in several cellular aspects(such as the chromatin remodelling, transcription activation, regulation of RNA
splicing and so on), may plays important roles in the process of neural development. Recent researches show that
MeCP2 gene mutation is implicated in neurodevelopmental disorder, including Rett syndrome and autism. So
MeCP2 gene has become a hotspot in the study of the relationship between the genotype and the human

neurodevelopmental diseases. This review summarizes the latest advances on MeCP2 in Rett syndrome, autism and

drug addiction.
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A AN HEWT MeCP2 J PR 4 it X 548 1] fig 3 A /2 AN
MURE 1) EEOR AL N . L BRI FE Y SR B AE MeCP2
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