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Research progress on pharmacological effects of Danshensu in treatment of
myocardial infarction

ZHU Jiangiang, WU Xia, YANG Dan
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Abstract: Myocardial infarction has become one of the main cardiovascular diseases threatening human life and health. Timely rescue
of dying myocardial tissue and reduction of myocardial cell reperfusion injury are of great clinical significance for improving the
prognosis of myocardial infarction patients. Danshensu is a water-soluble phenolic aromatic acid compound extracted from Salviae
Miltiorrhizae Radix et Rhizoma. Danshensu is used to treat myocardial infarction by inhibiting myocardial fibrosis, reducing
myocardial cell apoptosis, improving myocardial cell metabolism, reducing inflammatory response, alleviating oxidative stress
reaction, improving hemorheology, and promoting neovascularization. This article reviews the pharmacological research progress of
Danshensu in treatment of myocardial infarction, summarizes its mechanism of action, and provides reference for the clinical
application of Danshensu in treatment of myocardial infarction.
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