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Abstract

Epigenetics deals with mechanisms of regulation of gene expression that do not involve
changes in the underlying DNA sequence. Epigenetic mechanisms include DNA methylation,
histone acetylation and histone methylation. In addition, disruption of the balance of epigenetic
networks is known to cause cancer. Therefore, epigenetic modulators have emerged as novel
anticancer agent candidates. In this review, development of epigenetic modulators are presented
focusing especially on DNA methyltransferase inhibitors, histone deacetylase inhibitors,
bromodomain inhibitors, histone demethylase inhibitors and histone methyltransferase inhibitors.
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