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The progress in clinical research of fulminant myocarditis
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Summary Fulminant myocarditis(FM) is a rare clinical syndrome. FM has a wide spectrum and span of eti-

ology, different clinical manifestations, rapid onset and progress. Severe hemodynamic disorders, malignant ar-

rhythmias, cardiogenic shock or multiple organ failure occurred in a short period of time. FM has high early mor-

tality and poor prognosis. This article reviews the new clinical research of FM.
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