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Research progress on notoginsenoside R: in prevention and treatment of
cardiovascular disease
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Abstract: Notoginsenoside R1 is a unique component in Panax notoginseng, with extensive pharmacological effects. Notoginsenoside
Ri can effectively prevent and treat a variety of cardiovascular diseases, such as ischemic heart disease, atherosclerosis, hypertension,
myocarditis, arrhythmia, myocardial hypertrophy and heart failure, through anti-inflammatory, anti-apoptosis, improving energy
metabolism, inhibiting oxidative stress, inhibiting myocardial fibrosis, anti-arrhythmia, vasodilation and promoting angiogenesis. This
article reviews the research on the molecular mechanism of notoginsenoside R1 in prevention and treatment of cardiovascular diseases,
hoping to play a reference role in further developing the potential therapeutic value and clinical application of notoginsenoside Ri.
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