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[ Abstract] Lysine acetylation is a conserved ,reversible , post-translational protein modification regulated by lysine acetyltransferases and
histone deacetylases( HDACs) that is involved in many cellular signalling pathways and diseases. Studies in animal models have revealed a
regulatory role of reversible lysine acetylation in hypertension, vascular diseases, myocardial infarction and ischemia reperfusion injury,
myocardial hypertrophy, heart failure and arrhythmia. Evidence from these studies indicates a therapeutic role of HDAC inhibitors in

cardiovascular diseases. In this review,we describe the diverse roles of HDACs in cardiovascular disease. These observations have important

implications for the clinical utility of HDAC inhibitors as therapeutic agents for cardiovascular diseases.
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