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[ Abstract] Myosin phosphatase targeting subunit ( MYPT) family includes five members. They can influence the activity of myosin light
chain phosphatase ( MLCP ) and cell function, regulating Rho/ROCK pathway and NO/cGMP/PKG pathway through their own

phosphorylation , thus playing an important role in the occurrence and development of cardiovascular disease. This article reviews the structure

of MYPT family members, their relationship with cell function and signaling pathways, and their mechanism of action in cardiovascular

disease,so as to provide a theoretical basis for the research and treatment of cardiovascular disease.
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