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Research progress on pharmacological effects of notoginsenoside R; in improving
myocardial ischemia
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China

Abstract: Myocardial ischemia is a pathological condition caused by insufficient coronary blood flow leading to inadequate oxygen
supply to the myocardium, but the efficacy of drugs is easily affected by tolerance and adverse reactions. Notoginsenoside R primarily
originates from the protopanaxadiol-type triterpenoid saponins in Notoginseng Radix et Rhizoma, a plant of the Araliaceae family.
Notoginsenoside R exerts anti-myocardial ischemic effects by alleviating myocardial inflammatory damage, reducing oxidative stress
injury, inhibiting myocardial cell apoptosis, regulating lipid metabolism, delaying myocardial remodeling, promoting myocardial cell
proliferation, improving mitochondrial function, and stimulating angiogenesis. Therefore, this article summarizes the pharmacological
research progress of notoginsenoside Riin improving myocardial ischemia, aiming to provide references for its fundamental research
and new drug development.
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PEGE, SeRLRATIRE, R B RSO
WLBR LA A, AT R4S T =21 Ry B0l
I 24 BEAE FEATE T J , AR =R Ry (12
Rl RGBT 25 RIS
1 EROHLR MRS
1.1 PRLE#ZEF-xB (NF-kB) HISEL
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