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Research progress on the prevention and treatment of myocardial infarction by traditional Chinese
medicine through regulating NF-kB signaling pathway
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ABSTRACT Myocardial infarction (MI) refers to an acute clinical syndrome of myocardial necrosis due to persistent ischemia
and hypoxia, resulting from the sharp reduction or interruption of coronary blood flow. Nuclear factor kB (NF-«kB) is the key
factor in inducing inflammatory response, and it is involved in the production of pro-inflammatory factors and myocardial cell
apoptosis. This article systematically describes the molecular regulation mechanism of the NF-«kB signaling pathway in MI, and
reviews the related research on the prevention and treatment of MI through the regulation of this signaling pathway by active
ingredients and compound formulas from traditional Chinese medicine (TCM). It has been found that active ingredients from TCM,
such as ginsenoside Rg;, baicalein, curcumin, tanshinone II., gambogic acid, as well as compound formulas, including Qili
qiangxin capsules, Yiqi huoxue decoction, Lingbao huxin dan, Danhong injection, Baoyuan decoction combined with Taohong
siwu decoction, can improve myocardial fibrosis, alleviate inflammatory responses, and inhibit cardiomyocyte apoptosis by
suppressing the NF-«kB signaling pathway. Thereby, they achieve the goal of preventing and treating MI.

KEYWORDS myocardial infarction; NF-kB; traditional Chinese medicine; active ingredients; compound formula
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RE A MI K BRI ST B0 H FEIELFI I 3 v 2L 78 Mot & i
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troponin I, ¢cTnl) . TNF-a, IL-1B HI IL-6 7K *F Fil i i 1k
p65 (phosphorylated p65, p-p65)/p65 2 F I3k , $i 15 1L
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HER HE TLR4 | MyDS8 | NF-kBp65 | HIF-lIo T Notchl | \Jagged! | e TR AT [l I [25-27]
BEERTA BEE IL-18 ) IL-6 | \TNFt| MHONARAT JEREE 28]
WA A TNF-a | L6} Caspase-3 | Bel-2 1 AR R [29]
BiRE B TNF-a | JL-1B | L6 AE oM 30]
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