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Research progress on the mechanism of puerarin against organ fibrosis
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[Abstract] Organ fibrosis is the proliferation or phenotypic transformation of fibroblasts in the body induced by various
stimulating factors, and the enhancement of collagen expression, which leads to excessive deposition of extracellular matrix and
ultimately leads to organ failure. Since there is currently no specific therapeutic method of anti—fibrosis, looking for a high—
efficiency, low—toxicity and anti—fibrosis drug has been the urgent clinical needs. Studies have found that puerarin has an anti—
fibrosis effect on the heart, liver, lung, kidney, uterus and other organs, and its mechanism is related to anti—inflammation,
regulating oxidative stress and blocking abnormal deposition of collagen fibers. This review mainly expounds the research progress
of the molecular mechanism of puerarin against organ fibrosis, and provides reference for further clarifying the mechanism of
puerarin against fibrosis and its clinical application.
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TEBNE 26 R A U 4°,7-0- (N ,N-— Z e 38) 55
HEZ I Pue $UAEALAEHI TSR . Pue 7E 5| AMEHEE 515
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Nrf2 A3 55 Pue ULF4EAL AT AR . Fik%s
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1l «a—SMA TE Pue 4b PR 5455E 51 F )8 ,Smad7 i,
I &% B, Pue 3 33 3895 TGF-B1/Smad 38 % , M i L
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M TCF-B1 {5538 ¥ , & 2 He L 4k VR .

25 LTk Pue A] a2 40 TGF-B1/ERK1/2 i
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AN I A S CCL(A 10%0MIE i ) 100,200 — 30

KR JE % 1 5 200 mg/kg BifC 2 BRI 10 TGF-B1/ERK1/2 31
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