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[ Abstract] Hypertrophic cardiomyopathy (HCM) is a primary myocardial disease caused by a pathogenic genetic mutation encoding
sarcoprotein. Since HCM pathogenesis is dominated by mybar protein-coding gene variation, it is difficult for conventional drugs to solve a
series of clinical syndromes caused by cardiac hypertrophic cardiomyopathy. The novel myocardial myosin inhibitor Mavacamten ( MYK-461)
is a targeted therapy for hypertrophic cardiomyopathy that alleviates myocardial hypercontraction by reducing excessive myosin-actin cross-
bridging. It is a cardiac specific myosin adenosine triphosphatase allosteric inhibitor, which is expected to take changes in the treatment of
hypertrophic cardiomyopathy. This article reviews the mechanism of action and clinical research progress of Mavacamten.
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