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[ Abstract] Viral myocarditis ( VMC) is one of the common causes of sudden death in adolescents. The incidence and clinical
manifestations of VMC have showed significant gender differences. Compared with males, the incidence of female was lower and the disease
was mild. The probability of developing dilated cardiomyopathy and even heart failure in the later stage was low,and the prognosis was good.

In recent years,researchers try to explain the mechanisms underlying from various aspects including sex hormones, signaling pathways , genes

and so on. This paper reviews gender bias and potential mechanisms of VMC.
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