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DNA methylation: An epigenetic mechanism on tumor genesis
ZHANG Li-Li, WU Jian-Xin

Capital Ingtitute of Pediatrics, Beijing 100020, China

Abstract

DNA methylation is a kind of epigenetic modification in human genome. Both
hypermethlation of tumor suppressor gene or DNA repair gene and
hypomethylation of repeat DNA sequences have close relationship with different
kinds of tumors. Losing of imprint gene can also causes tumorgenesis. The
recent study confirmed that the level of DNA methylation in genome not only
was effected by DNA methyltransferase(DNMT), but by other factors such as
histone modification, folate acid intake and RNA inference et al. DNA methylation
has an important role in transcriptional regulation , togethering with histone
modification and chromatin remodeling.
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