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[ Abstract] With the in-depth research on the M-band of striated muscle myofibrils in recent years, it has been found that abnormalities

in the M-band are also an important cause of myopathies. The proteins encoded by Myomesin gene family ( mainly including MYOM1 ,MYOM2

and MYOM3 ) are currently known as one of the main structural components of the M-line, locating in the central part of the M-band in

myocardium and skeletal muscle. This article will review its molecular composition, biological function and its association with diseases,so as

to highlight its importance and get researchers’ attention to this gene family.
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