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Progress in the protective effects and mechanism of tanshinone IIA in myocardial ischemia and reperfusion injury
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[Abstract] Based on the large patient base of ischaemic heart disease (IHD ), myocardial reperfusion injury (MIRI), as a common

complication of IHD, has been increasingly valued by researchers. As a traditional Chinese medicine, Salvia miltiorrhiza was

used in the treatment of heart disease. [1]was recorded in the Wei and Jin dynasties. Danshinone IIA ( Tan IIA ), as the active

active ingredient of Salvia miltiorrhiza, a large number of studies have focused on the protective role and mechanism of Tan IIA

in MIRI. This paper analyzed and discusses the protective effect of Tan IIA on MIRI from the occurrence mechanism of MIRI

and the morphological changes of cardiomyocytes.
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