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Advances in Pharmacological Effects of Ginsenoside Re on Cardiovascular System
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Abstract As a main active ingredient of ginsenosides, ginsenoside Re has received continuous attention from scholars at home and abroad in
the treatment of cardiovascular diseases.To review the literature on the pharmacological activity of ginsenoside Re in protecting the cardiovascu-
lar system, this article reviewed the improvement of myocardial ischemia, anti-myocardial ischemia-reperfusion injury, anti-myocardial apopto-
sis, anti-arrhythmia and other aspects of cardiovascular protection,in order to provide reference for the development and clinical application of

ginsenoside Re in the protection of cardiovascular system .
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