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Mechanism and application of histone deacetylase inhibitors in cardiac

remodeling
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Abstract

Acetylation/deacetylation of histones is involved in the regulation of various signaling pathways
and plays a key role in modulating gene expression and stress-induced pathological remodeling of the
heart. Histone deacetylase inhibitors significantly ameliorate cardiac remodeling, reverse pathological
fibrosis, and attenuate cardiomyocyte hypertrophy. This review summarizes the cardioprotective
effects of HDAC inhibitors and briefly introduces several compounds with therapeutic prospects for
improving cardiac remodeling.
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