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[ Abstract] Hypertrophic cardiomyopathy ( HCM ) is one of the common hereditary cardiovascular diseases,with hidden onset and large

prognostic differences. It is the main cause of sudden cardiac death in adolescents. In recent years, with the in-depth study of the

pathophysiological mechanism of HCM and the development of genetic engineering technology, its treatment has shifted to molecular targeted

drugs and gene therapy. This article analyzes the pathogenic mutation genes of HCM , clarifies the important guiding role of genetic testing for

HCM, and summarizes the genetic testing methods for HCM in recent years.
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