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[ Abstract ] Arrhythmogenic cardiomyopathy is an inherited rare disease characterized by a progressive myocardial fibrofatty

replacement. It is associated with ventricular arrhythmias and sudden cardiac death. In the classic description, it has been called

arrhythmogenic right ventricular cardiomyopathy/dysplasia. With the continuous enrichment of clinical studies, it has been found that this kind

of disease is not limited to the right ventricle,but also exists in cases of bilateral ventricular involvement or left ventricular involvement alone.

This paper reviews the latest research progress of arrhythmogenic cardiomyopathy.
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