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Research progress on action mechanism of DNA demethylating agents
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Abstract: Cancer was regarded as an epigenetic disease in recent years. Aberrant epigenetic changes which lead to inactivation of
pivotal genes were involved in correct cell growth, contributing to cancer development and progression, which had resulted in several
initiatives implementing epigenetics in cancer treatment. DNA demethylating agents reactivating hypermethylated tumor suppressor
genes, which caused chemical reversal of them, had become an exciting approach for cancer treatment. Three aspects of action
mechanism mainly include: the inhibition of DNA methyltransferase, interference of the methyl transfer reaction pathway, and the
influence of the tricarboxylic acid cycle. In this review, recent advances in the research of DNA demethylating agents are described
according to their mechanism of action.
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