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Summary Dilated cardiomyopathy(DCM) has the highest morbidity among all the cardiomyopathies which
was characterized by enlarged ventricle and loss of systolic function. DCM is a serious chronic disease which seri-
ously threatens human health. The etiology and pathogenesis of DCM are not completely clear, and there is no
specific treatment drugs and methods. Therefore, it is great important for clinical treatment to explore the new
pathogenesis of DCM and find new treatment methods and drug targets. Epigenetics does not involve the changes
of genetic sequences but focuses on the stable inheritance of genes in different individuals. It is affected by the in-
teraction between genes and environments. We present some of the recent progress in the field of epigenetics in
DCM by focusing on the three major epigenetic modifications, that is, DNA methylation, histone modification,

chromatin remodeling, and noncoding RNAs which have the promise to yield potential new avenues for more effec-
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tive treatment of the disease.
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