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Research progress on epigenetic regulation in mechanism of myocardial ischemia
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Abstract: With the change of modern life style, ischemic heart disease has become the leading cause of death in patients with
cardiovascular disease worldwide. A rapid restoration of blood flow is the most effective treatment of myocardial ischemia. However,
reperfusion of blood causes much more additional myocardial damage, even irreversible cardiac cell death. Thus, finding new
strategies to conquer myocardial ischemia is an urgent clinical need. Epigenetic regulation including DNA methylation, histone
acetylation, and non-coding RNA are key research objects in the post-gene era. More and more evidences show that epigenetic
regulation directly affects the development of the heart, involves in the occurrence and development of various ischemic heart diseases,
and it is significant for the diagnosis and treatment of myocardial ischemia. The mechanism of DNA methylation, histone acetylation,
and non-coding RNA in myocardial ischemia in recent years are reviewed in this paper.
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