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Integrin: a new target for precision medicine of cardiomyopathy?
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Summary Cardiomyopathy is usually associated with genetic mutations, which caused by the single mutation
in cardiac protein. Precision diagnosis and treatment of cardiomyopathy are difficult at present. Integrin plays an
important role in the conduction and induction of mechanical stimulation in cardiomyocytes. Integrin and a number
of related cytoskeletal proteins, can link to actin and extracellular matrix, and trigger the intracellular signaling

pathway, which causes cardiac hypertrophy. In this paper, we explore the mechanism about cardiac hypertrophy
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induced by integrin, and reveal the new target of the precise medical treatment in cardiomyopathy.
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