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Abstract: Liver fibrosis is the core pathological stage of the progression of various chronic liver diseases to liver cirrhosis, and
hepatic stellate cell (HSC) activation and the abnormal accumulation of collagen fibers are important processes for the development
and progression of liver fibrosis. In recent years, studies have shown that HSC activation is regulated by the complex interactions
between various organelles (including mitochondria, endoplasmic reticulum, Golgi apparatus, lysosome, and peroxisomes) , and
such interactions affect the key cellular processes such as energy metabolism, protein synthesis and folding, reactive oxygen
species balance, and autophagy, thereby participating in the progression of liver fibrosis. Meanwhile, traditional Chinese medicine
and its active ingredients with multi-target synergistic effects have attracted wide attention. From the perspective of the interaction
between organelles, this article systematically elaborates on the specific mechanism of such interactions in the progression of liver
fibrosis and reviews how traditional Chinese medicine inhibits HSC activation and collagen production by regulating the function of
these organelle and their interaction networks, thereby exerting an anti-liver fibrosis effect, in order to provide a theoretical basis
for in-depth understanding of the pathological mechanism of liver fibrosis and the development of new traditional Chinese medicine

intervention strategies.
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KT B Collal %27 4 A A S LN 35120 4% 34 45
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Jit #5% 5 A AT R B, 2R F A R ER AT [R5 2ok ik
5k AR T ot I i o e A8 A 52z 1 =
MR G, TG NIRRT . M A A -ER
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F kB p65 WMLk 2 R A Ak A K T B AR 15 5,
M LT AEALHE R ST A St iR 1 i Ak -
VA AR e [ () TG 2R < Mg 7 1 25 4R A W Tl A 41 93 i
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4 HZR LR RS E1E AR A B E AT AT AL

ML B2y BTC HFEF Al 2 i 44, (EL4 HAE R T
JE R R e . HR LR, R
AHERRSE ERUER . TEREZ LU IR FE T
BB ME S 3, T LS R REEN SR . BT K
B, v 24 B % 52 T T ok W A B VK AR DL s AT
4k
4.1 P HFALAARS ER A8 ZAE A # @ AT 4 et
A2 PFZ R AR B Lk 0 SR, AT 08
B2 EYOESE R AU DR MBTRERE . RN
SMITFER K B, BT 2 B n] 50 OB 3 fie #E HSC
ER NV 80, 7 250H) % 5 8 755 2& 1 78 (glucose regulatory
protein 78, GRP78) 5y i BNZ KA , T i IR HSC 2k A

LR R 5 R B2 e dk (7 1) 5 52 &ML IF I HSC A T, [R) I B A N 8 R A R e 7%

"Hﬁé&ﬂﬂ — Hsciﬁﬂc

ZaEIK AR i };{%
Q o (wim2)
- Q Mfn2
/4 CoP | 2R e ® ®s)l
COP I 5 R cai
B
)
N MCS IPERK ATF6a |RE1¢:J(I
=17

%/ itk
UPR
ERLAD ‘EV
PAI-1

—Collal

PUE=RAAY) [0

HSCE L «— &K E SR A5 ATREN HSCiEfk

1 HSC, HFALRAIME; COP T A1 1 ;COP I, bl 2 1 I TCA BRER , = IRFRAGER ; PS, BRI IE 22 2002 s Mn2 , 2R AR & 25 11 2; ER stress, N
S5 I 37 384 s PERK , A5 P18t ROAE P J5 P08 5 ATF 6, 30 5 5 IR 7 63 IRE Lo, JULES A SR 85 1 1o UPR, R84 115 S0 ; ERLAD , ER-V4 il A AH
KPR FIAAR ; SytT , IR BRI S b4l 5 25 11 VI MCS, b o5 s PT(4, 5) P B AR B AILEE-4 , 5- WA ; CTSB, ZH 4V 1 B LMP I BHA LS 1L s PAT-1,

LU B IS -1 Collad, T Y ol .

B1 ‘AEazSEEE(E AT 4L R

Figure 1 Intercellular organelle interactions in liver fibrosis progression
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