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[ Abstract] At present,the incidence of cardiovascular disease is high in China. Traditional treatment methods ,including drug relief and
interventional surgery,only slow down the progression of the disease but cannot reverse the existing tissue damage, with long treatment cycle
and low patient compliance. So there is an urgent need to conduct in-depth research on these diseases to propose more effective treatment.
Therefore , human induced pluripotent stem cells, as a new breakthrough, offer a new idea for disease treatment. Human induced pluripotent
stem cells can not only directly replace and indirectly repair damaged cells, but also compensate for the cardiac systolic function. It can also
build a particular disease model as a research platform for studying individual genomics and proteomics, so as to further analyze the mechanism
and process of disease, achieve individualized disease prediction, prevention and treatment, and achieve the ultimate goal of improving the
heart pumping function and extending the survival period of patients. This article briefly reviews the application of human induced pluripotent
stem cells in the treatment of cardiovascular disease.
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