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[ Abstract ] Cardiac myosin binding protein-C is a component of myocardial fibers, and its phosphorylation plays an important role in
protecting cardiomyocytes and regulating myocardial systolic and diastolic function. Cardiac myosin binding protein-C has multiple
phosphorylation sites and is specifically expressed in mammalian myocardium. In recent years, studies have found that it is closely related to
the occurrence and development of cardiovascular diseases such as myocardial infarction, heart failure and cardiomyopathy. This article
reviews the research progress of the relationship between cardiac myosin binding protein-C and cardiovascular diseases.
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