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Pathogenic Genes of Dilated Cardiomyopathy
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[ Abstract] Dilated cardiomyopathy(DCM) is a group of myocardial diseases with unknown etiology, characterized by left or
biventricular dilation with systolic dysfunction. The prognosis of this patients is poor,and the mortality is high and the five-year survival rate is
about 50%. In recent years, the incidence rate of DCM is increasing. It is necessary to strengthen the early diagnosis and treatment of DCM.

Many studies have found that the pathogenesis of DCM is related to genes. Researchers proposed screening the susceptible genes to intervene

the treatment of early DCM. The researches of pathogenic genes and gene therapy of DCM in recent years are reviewed in this paper.
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