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[ Abstract ] With the promotion of endomyocardial biopsy, some non-ischemic heart failures have been found to be associated with
myocardial disease which myocarditis and dilated cardiomyopathy are the most common. The prognosis of myocardial disease is affected by
various factors,such as left ventricular ejection fraction, New York Heart Association, glomerular filtration rate, QT interval, virus, etc.

Selecting a specific treatment plan based on the results of cardiomyopathy may have an important impact on prognosis. This article mainly

describes the treatment strategy and prognosis of viral myocarditis confirmed by endomyocardial biopsy.
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