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[ Abstract |

dysfunction. Arrhythmia is an important clinical manifestation of cardiomyopathy and has been confirmed to have highly

Cardiomyopathy is a group of heterogeneous heart muscle disease with structural and/or electrical

association with the progression and prognosis of cardiomyopathy. The purpose of this review is to analyze the risk stratifi-
cation and treatment strategy of arrhythmia associated with cardiomyopathy , which benefit for the prognosis prediction of
cardiomyopathy.
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