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[ Abstract ] Genome-editing is a kind of techniques which transforms DNA sequences stably and accurately at genomic level, and
CRISPR/Cas9 is the most widely used genome-editing technique. CRISPR/Cas9 can be utilized to construct disease models in the research
of inherited cardiomyopathy, such as familial hypertrophic cardiomyopathy, dilated cardiomyopathy, and left ventricular non-compaction

cardiomyopathy, to investigate the role of defected genes in the occurrence and development of diseases, and provide effective help in the

diagnosis or therapy of diseases. Currently, by combining the genome-editing techniques with other techniques such as pluripotent stem

cells, scientists have performed researches of multiple cardiovascular diseases both in vitro and in vivo, which greatly promoted the

development of cardiovascular disease research.
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