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Abstract: DNA methylation is an epigenetic modification that modulates gene expression without altering the DNA base sequence,
which plays a crucial role in cancer by silencing tumor suppressor genes. DNA demethylating agents have shown efficacy in clinics.
However, highly efficient and specific DNA demethylating agents have not yet been found. At present, two drugs, azacitidine and
decitabine are on the market for the treatment of myelodysplastic syndrome. Improving methods will certainly lead to the prediction
of novel directly binding inhibitors in the future. This article reviewed the progress on antitumor activities and clinical studies of
DNA demethylating agents.
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