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Abstract: Hepatic fibrosis is a key intermediate stage in the progression of various chronic liver diseases to liver cirrhosis and liver
cancer. Traditional Chinese medicine (TCM) has a good effect in the treatment of hepatic fibrosis, but its mechanism of action
remains unclear. This article introduces the pathological mechanisms of hepatic fibrosis, including etiology and pathogenesis based
on TCM theory and related mechanisms in Western medicine (such as hepatic stellate cell [HSC] activation, hepatic fibrosis
driven by metabolic reprogramming, and key signaling pathways in hepatic fibrosis). On this basis, this article analyzes the core
mechanisms of TCM in the treatment of hepatic fibrosis, including inhibiting HSC activation and proliferation, suppressing liver
inflammation and modulating immunity, counteracting lipid peroxidation damage, regulating the synthesis and secretion of pro-
fibrotic factors, maintaining the metabolic balance of extracellular matrix, regulating key signaling pathways, modulating gut
microbiota, and inhibiting sinusoidal capillarization, in order to summarize the mechanism of action of TCM in the treatment of

hepatic fibrosis and lay a foundation for better developing TCM-based therapeutics for hepatic fibrosis.
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K p-Smad2/3 ik, [A] AN+ Smad7, 535 2o
214 AN BRUTF D BE B UG BRAS052  TAE A R 25 L)
38 2 BUE P L —— 30 6 TGF-B1/Smad2/3/CELF1 {2
LR AEAL S, B0 TFN-y/p-STAT1/Smad7 JL 2T 44k Al , 47
BB A AR I S TR AN A Ak, 3 1T i e e B T
AR X2k B T $E5 TGF-B1/Smad 55
PR AE I EF AR P 0 DGR FH o AR AT IR A AR 1
T FFIESS SR D RS AR T AT 2 A b AR B S iR
PR ELRAS R IR 2 &, 0T B2 2 R AE R 240
2SR RIS I 535 1 53R 97 I IR A AR /N U2 4
AT T 0 EYTAL, OF B8 R W AT ot 845 TGF-B1/
Smad % R T BIREJR . a-SMA FITGF-B1 #ik , M AT
RAZ AP/ BRI EF AL, Wl 25 R 5 4 JHF D g 21
LT

2.6.2 4= Wnt/B-catenin 12 5 8 % 7 T4 4 fL E AR
H, Wnt/B-catenin 15 5 18 118 1 P8 455 98 4 [ 7 L 200 At 9
T2 AL R PSR ML R PR O VE R . 3T IR 4 1L i
S Z v B DU AL, T 2 AR R R R AR R bR AR
IR IR E 2 S L2 2 AT Wit/B-catenin {5 5 i
B, AT & 45 AP AR . IV B 36 0, il F 3%
8 A 2 R CCL 5 1 2 2 A /0N BRUP) o 2 468 473
(FLIE T AUIRAE NS AR B £ e TR , HBr eF 4k bl

il 55 410 Wnt/B-catenin {5538 % B T5 A A ¢, HARR
iz g5 K0 Al R 2R 9 4 21 Wnt-1 Fil B -catenin 1Y
mRNA 5K S FFRIE . RURPLET I BA (i 25
BB, T AR DAL, PRI EF A A B I
ARSIV AR IR (L TR A S 2 B R 2R i 2
FIK Ul 20 LR B B 98 A 200 12T , s 483 493 A1
A2 B, HHLH AT 68 -5 90 Wnt/B-catenin {55 53
B Ko 1B PPAR-y kA XY EHURIF R Z R
[ T 4R ) , S 1 AT S ) Wnt/B-catenin
{5 S % CCL 8 PR RUIFLT e (A5

2.6.3 AL PI3K/AKtAZ 583  PI3K/Akt {55 Him ik
A5 HSC TG AL A0 40 M 1 3858 48 i 52 L i il 4801k
I B S [ Wi ] S5 22 AL, R4t s 2T e At
PR CHEIR B 2 . T 254 R0 43 B 52 7 v et A )
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