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Research progress on the mechanism of action of puerarin in treating

metabolic syndrome

CHEN Rui, XU Minjun, LU Yunbo, YUAN Yingqi, CHU Tongfei, CHENG Long*
Department of Chinese Medicine and Pharmacognosy, China Medical University, Shenyang, Liaoning 110122, China

[Abstract] Metabolic syndrome is a clinical syndrome characterized by the clustered occurrence of obesity, diabetes,
dyslipidemia, hypertension, hyperuricemia, and fatty liver disease. lts pathogenesis involves multiple links, including insulin
resistance, chronic inflammation, oxidative stress, intestinal microbiota imbalance, and vascular dysfunction, among others. Puerarin,
an active ingredient extracted from Gegen (Puerariae Lobatae Radix), possesses functions such as lowering blood glucose, improving
insulin resistance, dilating blood vessels, modulating intestinal microbiota, exerting anti —inflammatory effects, and combating
oxidative stress. It has certain therapeutic effects on diseases including obesity, diabetes, hypertension, dyslipidemia, hyperuricemia,
and fatty liver, serving as a key component in the treatment of metabolic syndrome. This article systematically reviews the
mechanism of action of puerarin in the treatment of metabolic syndrome, providing insights for its clinical application and further
in—depth research.
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peptide—1, GLP-1)ZARMRIL , il GLP-1 5H3Z{A
455, aE GLP-1 ZIRi i, e BRI 2700 A
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TIDM KB B #EIZELR AW R, B AR Al
KL AMPK/AR G B -3/ - H R 5
R S TR PR R R 5 3R 1R 5 R RS 5 |
ERLO R, AR B, AR R ] i 8T
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P, EAR R A I R miR-15b/195 FEik Al e
2 M A A K B (transforming growth factor—g,
TGF-B) MO IEAE KRBT, S34b, B Rt Al LA
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T, 980 BRI B HE R, il 2 RIR B AR Y 32
BLRARN, RIAG R I, PR R T, /N B
BB tERTHE , F HSRIBKT- 2 EA DG, S8 57
Wi, 2B SO ST A B, SR EE T ANGE S
B L A FBTAA AL RE ), 325 B % 1 H2 mRNA &
ik SRR AN DI BE A A R AE
FhISLRE BT AR, NI ORA B TE A e . — W 198 AR 1 &5
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