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A histone deacetylase inhibitor: entinostat
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Abstract: Histone deacetylase (HDAC) are enzymes, which play an important role in the modification of chromatin structure and
gene expression and regulation. Because of the transcriptional suppression function, HDAC are seen as a kind of new cancer drug
targets. The overexpression of HDAC affects the progress of some cancers including breast cancer. Inhibiting the expression or
activities of HDAC can provide a new strategy for cancer therapy. Entinostat is an oral synthetic benzamide derivative HDAC inhibitor,
and has the potential to become a cancer drug, particularly the drug for breast cancer. Many clinical studies indicate that entinostat is
effective and safe.
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