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Abstract

Hepeatic fibrosis is a characteristic consequence
of multiple chronic liver injuries. However,
there are currently no specific drugs that can
effectively reverse or prevent liver fibrosis
progression. Liver fibrosis is a complex
pathological process attributable to a variety of
cytokines and molecular pathways. Therefore,
further exploring the cellular and molecular
mechanisms of liver fibrosis, unearthing
specific anti-fibrosis targeted therapies and
translation of the potential findings into
clinical treatment are of great significance.
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H 7 (extracellular matrix, ECM)& B £ F1/a,
Bée fift ek /1> 5 3CE C MITE JFF U P9 0o B2 U AR I 30 25
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JH £ 4 Al 3 R kS 380 =1 AR A 48 T Rl 40
RN (DR (effector); (2)F8 S41
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11 &R g e, B A R T FR ECMAT
Gy WA IS HE A A AR ) 25 2 o UL R £
4l (myofibroblast, MFB), F=Zk H T AR
4 il (hepatic stellate cell, HSC) & I Tk T 4E4m
Ji, DA B B/ R e A 20 PR A A, B
BRI () 1) R SRS A, AR deqe R AR fE v,
ZFR % . ARA AL R [ i /i A K A
F(platelet-derived growth factor, PDGF). ¥4t
A K [A-F--B1(transforming growth factor betal,
TGF-B1). ME N EAEKKE T a5 4
£ [KF(connective tissue growth factor, CTGF)/
CCN2. FXR. CXCR3. W %-1(endothelin-1,
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F I F-«B(nuclear factor-kB, NF-kB)p50
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HSCsHFT:, MM EIHTLF4Eb Y. 2238 %K
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I I B-catening T oK 5 SHEEHRE ], Fr DL A AR
NWnt/B-cateninfs 5 iHE, S 54034 5HE

SRR T4, JHEEHS Cigifk, #MIHIHSC
AT Wnt/B-catenin{s 5 5% Sl i ol i@ it
I FECpG4E 4 8 2(methyl CpG binding
protein 2, MeCP2)3R 1A M il i AL ¥
PRI FE Y IE 2 M y(peroxisome proliferators-
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2.2 5HSC/MFB¥7iAa X oy 4 15 5@ %
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3% ET-1&—FhikAg 77 00 BT i i 4 700, 155
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IR AE. Ang-T1/11 % E 5k 3R 32 K 1 (angiotensin
receptor 1, AT1)SET-1 R4t 0H % HAEH,
Ang- [ PI3 K/AKt(5 58 % 175 FHSCs#R 1A
ET-1, ET-1 i Ang- [l fEHSCH; 7>tk AMFBFF:
1 R A A L CY. S AT 1 BEL R 7 B I
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BN 2 e A AL AL -2(ly syl oxidase-like 2,
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