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Research progress on regulation of cell death by traditional Chinese medicine in
treatment of liver fibrosis
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Abstract: Liver fibrosis is an inevitable stage in the progression of various chronic liver diseases to cirrhosis, and early inhibition of
liver fibrosis is crucial in the treatment of liver diseases. Cell death plays a complex role in the mechanism of liver fibrosis, but it is a
potential target for treatment of liver fibrosis. In recent years, there have been numerous studies on treatment of liver fibrosis by
modulating cell death through various Chinese medicinal monomers and traditional Chinese medicinal combinations. Based on this,
by summarizing the latest domestic and international literature and taking cell death modulation as the starting point, the treatment of
liver fibrosis by focusing on the active ingredients of traditional Chinese medicines and traditional Chinese medicinal compounds was
reviewed, with view to providing reference for the clinical treatment of liver fibrosis.
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Fe AR R AR R L T, 2R ZMES
S AR R R, WA AR, G B
IESZAR . e RIS E Sl . TRIgE 5
AR 55, thAh, 40 i (Kupffer cell, KCs)-
LSECs. B k4. AHAE b R4 55 25 wT s 4y
WA S A I PR 1~ BRIBOE AH NS 5 il Bt {2 i HSCs
T o

AHMIAE T R — B B 32 40 B | F 40 i 7
UL T RE R 3G AL AR 7 i S I gl B e L £E
T HME. RIEERET, WA FEHAE M 5 R
BRAET-W, A4 R AR R R [ 22 Pl i se T
B, HRAE T8I AR T2 5 LR a1 5 Fh gt

A YA, T AR e T ERA 2

B A RRVARSERR AL, IR R I 257 M R
g3 J A 2552 77 AT LLd I T A R A TR gk I A 4
OB . BAR H YT TR 235 1t oy S 7 %
JH£F Ak B 5T H 2838 0, AR5 = & 40 U0 g
. #mET Bt R BUIR, A SCER T4t
T, SRR 253 M R o3 S 2 77 X IR AL R AT 5 3
JRIAT LR, NI 2 P16 A A g2t — s 1
IS KABAIGIRZ %, MO 4067 25
RIS AL 2 BB -
1 RS TR
1.1 ZRBAT

S R T2 48 40 HRLCE — 5 1Y) AR Bl HE 2 A
T, ZANEBAEVLRES], LR E SR T .
AR PR T AR o A YE T2 0E T AR DG R R
2, E 1A E T st TR A,
MO SR R F SR TR, XA AR A —
RANEER PGS Rk Sz, FE@ESHE
Z R KA E BB H B (cystein-asparate protease ,
Caspase) 5|HC4ifEAET-0), 4 f i )i FE 3 29
K 3 AN B, SRR MR R R R R AR TR
5, ZEMENHI— RIS, W
AL AR . AR/ TERUB . kBl k.
Jettfk DNA MRS IFTERE T /MA, Sa T/
PR B A R A T A A e, TS SE . AR
TEELEM ANENE GET2igk@it) SN (4
RifR@Ae) 2 Mgt RIEER .
1.2 YR

0 AR T X ) T 4 O T B PR R
PEAERAE T 7, R —MHIIT LA E Gasdermin
(GSDM) KA F BN ZL ML L LR 7 A B8 . 7E

XANEFES, GSDMD #% Caspase VIE|, Bt i
PEREE AR I B, Bl SR IR N A, (615
UM LR, S5O PR B 2 25 S It R R 454
B A e T, A R BRI AR, R
TN, TR RAE SN H AR T LA 40
9 Caspase-1 WU 1) 48 ik 12 1 Caspase-11 8§
Caspase-4/5 WiIE M AEL Mgt . AL MAIMET IR
&, NOD FER2R v F 453 3 (NOD like
receptor family pyrin domain containing 3, NLRP3).
B IRE &R RS 2R E R 4. BOZE
S Z R 2 SR 9O MABE IS, R Caspase-1 B
PRI B A 75 M) Caspase-1, Caspase-1 2 fiff
GSDMD & FEEATEER N 45 C i, N S r]
(ol 1 O T e e | 28 5l Y O
[f) Caspase-4/5/11 BEv] Lt /% GSDMD & H™
AN g, A SAMRBA M S AR T, IR
PLIGE NLRP3 4&E/IMATELL Caspase-1, &=
4/ %-1p Cinterleukin-1p, IL-1p) FF4MEE; [A)
i, 3EALIT Caspase-4/5/11 £ FI0E L3772 EHEER
1 I8, IR — B IR I 1 (adenosine triphosphate,
ATP) FHSA i, 5 SApET0.
1.3 B

S 2 R A B A LR AR S A% 0 4 TR 4R
Z—, S ANRZMIRAHKE, KA E 4
JoR AR 1 AN 52 40 24 Y 45 08 18 B B AR R AT IR A 1
e, FEZP HWAMXKER Cautophagy-related
genes, ATGs) PR, THARHE B WA LS A&
BIETTMAE, ATRLH BB N E B, 55E R
KAy BN S EE. B SfRESEREA
W)z MRS R ) B R EL B RN 5T, S 240 ik
5IEHARRE 00, JE E WA B RAL, fkE )
2 0 I VA T A B R VL 3R T PR TR S AR AN B R A R
SE AR, HOd AR B IR AR A By I8V
AL B P B A R A P 5 o () /N9 s AR 2
(1) W A T B KEFRQ PRI P I & A
ERRTEEE 70 FHERHBT, @ik wEml
70- KB A AR SR R A G B 2 2A L s i
Bl A SIS i BT AR 2) . T AR AR B B A SIS A =
T EAR RN, BN NARE RS EEN A
Wi, JEEFRE H WAL IR AR e e E 4 5T 4
JEAT BRI AR s R B Rl T ATG8/
EHKXEH 1A/1B-#24E 3 (microtubule-associated
protein 1 light chain 3, LC3) /y-Z & T BRAH AR
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B GG 41 P 5 A RS2 R A B s R AR R
WU JE PR A B R A R 3T
14 $KZET

BRBET o — i X ) 3 JH Al 248 e B8 1 077 ) 2k
ot iAt -7 A, AR 2 A B H Ik A6,
B EH PR SE ALY 4 (glutathione peroxidase 4,
GPX4) JH1E I, HRA A feEL GPX4 /i
AR IEH IIRE 5 Bl e AT, 4K 11 52 3 Fe 4 AL,
B ATV (RAERRAE T R AR . BRI T2 3
2 U IR/ EH IK/GPX4 AT IE AR . A
GPX4 @At it fauhdie. SRS Emn
(R 425 , T3] I 4 B xS 2k A0 T () U M [] 22 A {5
PRI T R FAH G, IRAE T HIHI R e 1. IRE R
S EE A (adenosine monophosphate activated
protein kinase, AMPK) 155 18 % f Sl 4 AH %5 =
ik
1.5 SRFEMRAT

B T2 — M AR TR N4 AE TS, 4
YHARAE JORE A AR LRSS AR e IE 7 K A 40 A
i PV 8 7/ 97 8 2 e S < = N
RIFAE, A0SR DO 08 1235 b 52 4 40 1 ik A2
Jos Caspase MINEAL, T2 WA T IR FEIEMA )
%, MEIAFER -0 (tumor necrosis factor-o,, TNF-
o) ZAEHEAEHEEENE 1 (receptor-interacting
serine/threonine-protein kinase 1, RIPK1). RIPK3 #!I
TREHE RPN 5 H (mixed lineage kinase
domain-like protein, MLKL) s&Z S5-I
FE ¥ o Hrp TNF-o 2 RS0 T2 2 1) E i
55, IEEE LR, TNF-o. Fas BCf& (Fas
ligand, FasL) M1 TNF AHICI 215 FECAR G 514
Tf RIPK1 5342 3 5B B B4 i Tl 524
Y, NS BB B, %R -«xB (nuclear
factor-kB, NF-kB) y& b I e b 4 A7 i, (H 241X —
T FEHE FHITES, RIPK1 5iE1L[) Caspase-8 %[+
TR HEEY), HFMMRET. R 4940t T
EHCIRAS I, Caspase-8 T PE#E S, FEIATE/IMA
TR RIPK T R4 D E I T2 e O RSB TR T2,
X33 RIPK1 Al RIPK3 2 8] — R B 3158 X
WERRAL, T RIPK3 FIBERRAL 52350 MLKL 55
MR, BRI EE AL EEY, SUid
MR, AN A, SERIERAM I
AT O 7 TR IR, AT 51 K S B2
A FE A AT,

1.6 $EFXTFZAT

BT AR N — Mo R g st T 7 X, LR
W T AP B IR R, B 1 EIEA & =R
FRIGFR TH AR IBEAL 7y, SEUX LR KA. KM,
PHLMT =FRIRIEA, Sl KEEREIENE, 55T
MO T07 iz T R R K I A st 77 =G, [
A AT R TR/ B AU U T G R
fiE, EERZFNZHT-E AR08,
2 EEMR S IBIERRTE TIR T AT AL
2.1 ARUAT SRS

FEIEEAFRET, HEH A& ER
RO T, T 2 AT R0 28 R, SORE R ) B2
s, AR 4E AL HSCs. BN S mt 2
PR Bl B T2 5| e A R4k
2.1 EIHARRFE TR T A4 T gE 2
JHWE o ) S g, AR TN R AR 4
A )i R DR 2R UOT o 240 B T ) U Y0 R IR AR
SEREE, MBS HSCs, 51 ECM
DURRRO, PRItk 0 2 B T E T A 4R AR I
HREL . WA AEKE T Chepatocyte growth
factor, HGF) J&—Fra] DU 2 Fh 40 M B4 5 1) 22 T
RelH ¥, Z T CEUESE HGF n DLAESE 414
k123, A AR — PRSI ZE Z By A AL
e, BAPR. prath. U &Ry O
S(ER, AT LA miR-190a-5p/HGF i1 il FF 41 i
JE TG A A 24, m DI i 40051 Py Joia [ 2
¥ B (endoplasmic reticulum stress, ERS) Il i
MR TI2S)s R A DU R AR 25 2 T AR L
W, B B S5 R W 4 U I S A R E2 A
FK[AF 2 (nuclear factor E2 related factor 2, Nrf2)
F T IH A, D A T, TR DY
ST T/ BRI 0120, 8 e il ot b i
2 % EE-1 (heme oxygenase-1, HO-1) HJRIEH
AR R T SRAE. A A SOBOR 28 5 [ B, ik
BXT OB EE S S T R R R I
ARG R B, AT I8 o 1 A A SR 2
LA TN e 5 65 R PR 1) T 40 e 4 1R T FF 98 A R T A
PENG D71 98 B AR 440 28], D4R 28 R 1 /K A
VL IR BELEE 3-18§ (phosphatidylinositol-3-
kinase, PI3K) /25 1/ B (protein kinase B, Akt)
55 M T RO NAFLD 5| 2 i FF 4543 #0 A4
MO TR0 B-25 S BEAPAE T IR . i J 2 Fhrp
Zih, BAPUE. piEf. IAE. RFSEDEE,
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AT, B-75 G T U I #1H] ERS AR T
¥ A ¥ C/EBP [A 4 EH (C/EBP homologous
protein, CHOP) I8 B Ky A d -, 2 HE K
AT LAVR ST MR R R IR P00 T 248 3% A 2
M ES g B 2 EE MR oy 2 —, AT RLiE
AMPK/EFEA A KR 7 21 GBS E503E RAE, M
T 9RCE2 HE 4 P i AR SR A B s T8 s IR
AAAET Tt 7 B ZREEED T, RS SR
AT LIS S A AMPK 38 % $00 61 -4 s o
S, FEA AT 20 B g TR A e 4 A
AHEAE I JORE S RB2); B FE iy e R T Rk A
MEAIR . PURE. PUE =ik EY, vl
DL o B ) T 2ok AR R A B B S| A g 3
(peroxiredoxin 3, PRDX3) 75 £k A& Th 5 A H-4H
R T30 FERARA It e g5 5 B0 P 40345 K BB 2R
FRZER (A RZEW— Pl 2E ) vl
PO Nrf2 (55 5 S0 PR 3R A R SERE A2
JRPE T34, AT KFH 2R A (PSR K
S EEA RN I 4EA AT 5T R I
ZR A REZ 58 B Ik 40 fJs -2(B-cell lymphoma-
2, Bel-2) HE M)A HNH] A 4R A0 f b 40 i
TR RALCH & — PR B IR AL R IR A S
W, WL RIS T B 2 T 1 (sphingosine
kinase 1, SphK1) i&42 (1) HSCs iGfL RIS, H%
i DU S5 16 /) BRUPHE 20 PR ) 12000 B ESSEECoi
T M S FAPh 1 11 2 10 IR 2 v S B ) — P osR
B RS AR I, DRI R AT I FEE .
PULERE . PR Bk, diEk
SELPRAE A, HoTLhidid AMPK 3@ 2% g/ 440 ff
SRR ST T,

2.1.2 iS5 HSCs (activated HSCs, aHSCs)
FAT IR A 44k HSCs BIB0E & H 4R 4E4b iy
OFRT, ] HSCs WAL FIIETE . 155 aHSCs [H15E
TR RS TR IZ 2 e A RO % A 440381, %
T aHSCs, HRWERMNA4EAGHIR PO, HETT
NFELEEHE aHSCs H 5 B T ZEZ R NE AR
B BN F RSP, FER 2 TSR
th, Chen ZEWR IR 2 20 BA R =A% IZ )
DI MEAE IR TR, AR 4EA AR i B (R gk
A A KK F--B1 (transforming growth factor-B1,
TGF-B1) ¥%SH) aHSCs WHT-HIMER, I FINHFEA
Bel-2 7K1 bk 7 S MR b Tk 1 & E e )
BRI EmR AN R, @I HAEH T TGF-p1 5

SRR KR HSC-T6 45 AR LX-
2 Af, BIRIILAEANH] HSCs WAL RN R 22
Bk aHSCs P T-142); e 3R (— ok B M A
FSA D U B LA i3k aHSCs P8 T2 143 F- WL 7T g
5 Bel-2 #2% X Z 1 (Bcl-2 associated X protein,

Bax) /Bel-2 8@ % (1 4% % UIAH 5G40, e SR i
I R 56 AR 22 BRI AR 4EAL I P R AR R AR
FEEIT Toll #5244 4 (Toll-like receptor 4, TLR4) /
NF-kB Al TGF-B1/Smad3 15 5l #4T 1*); £
R —PEAE T Iz R B ) R AL S,

TR SEAEMR LI 2 B AR SEL:, #CIEM HEA T
A PUMIR . PLR AR DIRE, fRZE R 2 A
e EREIEE R, ARSI SLIRY], 2R
A AU A B S5 R4 9 R RTS8 1 Bel-2 (7K
F, EIAMEE T A Bax f1 Caspase-3 [f7KF, il
it ERS MR (et aHSCs T, HiXAhE
JE AR SIS TR0 B AR OCPENS), T2 R4 I
B P2l T R4 R A e B ) LIS IS 3 7 ERS
{5 55T aHSCs I T146-471 WPHS R AR 25
SR RIS VPSR B SN TR T rh iR
B AR RE R LAY gomisin D HEM i ik $E i) ifiL /N
PR AE KR F-B - (platelet-derived growth factor-B,
PDGF-B), #lii| HSCs 358 . &b FIEF2 , fi2 i3k aHSCs
T, B0 S AR TS F L 4R s-40), 3
P LA UIE ST 2 Tl U 4 21 4k A B AT TS5 R 22 it A
s QG F 44052 LA AEALISS), IR AT AR AH4,
RGNS, FER A4 Tp FiGyT b, ot
FARWY, BRREA DLl piRE BT T 1
(Sirtuin 1, SIRT1) FI c-Jun Z IR I (c-Jun N-
terminal kinase, JNK) {55 1@, LAFIEAMICMETT
P53 aHSCs P T-IF1] HSCs #% L), thri@id
Hippo 1@ {2 HSCs M T-07; P2 = WAy LA
|1 Caspase-3/9 ik 7KK A 3t aHSCs HIH 12581
HGER, Rk E T PRI R RS,

SERUESE AT LUEIS A T TGF-B/Smad {5 i@ 8%,

9 Caspase-3 H HRIEMHNH| Bel-2 Rkt
aHSCs MJIHT-B, FF4E[AE1E T PI3K/Akt/MRIFL3)
YE e 2 & (mammalian target of rapamycin,
mTOR) {5 5@ T aHSCs FT-10); 4RAZAFAE
THEYRA K SR, R LB
(thioacetamide, TAA) FIIHE 253015 T 10/ N RUAT£F
YEA A, AR 2 AT DOB I S 518 3 S %

WG & H 1 Csignal transducer and activator of
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transcription 1, STAT1) JEM %S aHSCs 1, [A
i3 IL-6/STAT3 A2 5 4k & T aHSCs I 12
Ja AN 5E, MR Pret 4t /B e, &
AR HSCs W0 A M I A2 e 1) SRR
KR —, 75 HEEWEIZS S0 R AR et
R, n DO B LT R Bl I 22 RS R
¥/ Caspase T &4 S aHSCs T8t
Nrf2 {55 Z0c S B2 4] HSCs B4 434002l A 5T
UE S, WA 8 3 7T LU miR-29b-3p/ L P 57 AR
KA A ] HSCs {546 (et aHSCs i 1193,
A E A S SR U AT DL e A K A e e PR R TR 6/
ARG AR5 T2t aHSCs T - # i
HSCs K4,
22 YHERETSHTA% L

UM AE TS I RAEAMAE TR, TR ENMAT]
PLid e B 5 a4 2 Moy U5 AR 4Edl, — 7,
HSCs Hi¥ SR/ MA SR B #3580 HSCs &1L, 4k
M5 ECM BIPTRR R 4R 4ed; —5mm, 4
L A0 JE At = S5 24 A 1) £ T R AR 48 R RRE TR
FE22 S8 HSCs 1EW I T B AF4EAL105),
221 AR E TR A 4it g 58
i /AR FRTIOE B B £E T AE AR 4R 1) ke R
BACEER . 15 QR RIRTENE o 5 44
T BIFH ORI T 2 R R B, R R A N — P N3
RIR FARIIMZE PSR RIARZ W, ERh
FHz Bl B SR/ B A, wr DU YL
1,4,5-=BEFR 324K 2 RY/Caspase-12 8 L3 AT 41 A
"2 AR R Bl i FRET0); JEHEEES
BEET M REBR R —, T2MEHEAN7ESS
BEAL N, S ST, Nef2 240 A
R ELE F . Shi S O7HIE BB %54 0] i
Nrf2 [k, it ¥oE Nef2/HO-1 3 #% I #0 1]
NRLP3/Caspase-1/GSDMD il # /b T4l fl A= 17
FRE, TEAUE A BRI AT DA /b 3 4 S i A=
&, 0 NLRP3 %8 5E/IMA B0, 5210 Caspase-1
2 JR AR DA T 4B R T8, Sl =72 D
etkiF S 8 I /) R R, R HAT
PLAREAR IL-1B 31X 2 Caspase-1. GSDMD 7K, 4§
3 FH AR T SRS A A e SR 1090
2.2.2  BE AR BV AN AR TOVR T AR 44k
TENSVE 0 4 e B AR e db i A2, B R4
AR TN 2 00 B AR FH U070 T e i M
M R R B R A 1k [nicotinamide adenine

dinucleotide phosphate (NADPH) oxidases, NOX] /&
TEARNAERIZRE B Z MM —FEE S, 2k
YIS PR SRR, R A P — B e A
ARG, NOX2 ZH M AL NOX KikEH,
1EE R SRk, R B A ks 1 e AR
YRR AT MR RERFEF b2, RERER, RMNFZE
FEL SR A PR . B L. TRAFAIAT %
P —F =S R A Y, AT DLUE )
NOX2/NLRP3 % fiE /MAAT 538 B% 78 44 A AR o152
fift KCs FET-13) Rl A NI SR 42 i —Fh
=R AEY, L@ /ER NLRP3 £&ff
NAFLD H' KCs HI4H AR T-F0 9 5E I B4,
23 BRESHa4EL
H W AR T IR S e RFE AR A, 2R 4k
RE—ANERDTF. di. HAEERES S5 HE)
SRR, XS T £F 44k s A R s
4, B AW, AWM TR T 0 B I
Z 5T RE E AR . B Mg Y A R AR
W 4R T Be A AR AR S A A, 4551 & HSCs
(S AR RS AP T 440 0S), —J51H, T4 LSECs
A E AT A () B WA S AR LRI BLE M
YER, ML ek A, 5—J0TH, BV
IR HE HSCs B 73 R AR i A 44 & AT,
2.3.1 il AR S A4 FFa i
R 5 B R — R R ) 7 20, AT LSRR
FFEFEAL AR, fEIER A FIRE TS, 4 A
W RIS PR, AR T 4 40 H kb T S AL SECIRAS BT
W DU R 5 o 223 2R T DLd ek i 4 L RLEORT B
I 3 AMPK/PI3K/Akt/mTOR 15 5 38 % A4
M E R, B4R b B -[R S B 4 Cepithelial-
mesenchymal transition, EMT), #4408,
232 A4 R HSCs A A LR
g n DU ke kSN 19 HSCs 4t Hh A i 1 s 1k
W& HSCs IR HBEIF 4407 AR AREH, A
W m] LB ] aHSCs B4 i 4038 it 1 2% it AT
LRYEALIS0), X EER T ARUE I T WX HSCs §200 1)
Rtk A E S SIRTL A1 INK 55
T %R T E W R 40 i E T4 HSCs i k156
mTOR & H W% 0K, PI3BK/Akt 55 iK%
I/ mTOR R)oHeE FUE 5%, CEchiEE AR
YEIT P R Y, 22 R AR I IS PIBKY
Akt/mTOR 15 @ EEHNH] HSCs HIEB, NS+
UM NS BT R AR UERTE TAA 551
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NER ARG AT HSC-T6 4 HhiE it PI3K/Akt/
mTOR 155 I EEHH] W5 i A DU A4 /R )
N 24 Rg B ] Akt/mTOR /-5 1) 5 W,
oE E IR IR 5 5 0/ U A 44 AR 2 B 5 5
(1) HSC-T6 41 faig {34,

TGF-B1 =Z1{i¢ HSCs i A I1 B E RIEK 12—,
5 HSCs AWR#VIASE, nI LA I 48 i 71 18 5 25
3 (extracellular regulated protein kinases, ERK)
AT INK 15538 B#0E HSCs, Kk, #8515 TGF-
Bl Al HSCs [ M@ M4 4T TT MR AR 85801,
AT D 2 FETE R4 B S B B 2R &), @
HEHE INK/e-Jun {5 5@ B BERR L, 4% HSCs
H W AN TR R T AR 4407 FHZER B AT LUIE
AN MARK 55 @ E% 1 q s, 4
TGF-B1 755 1) HSCs iG A0 A F 1k, Z2 27 4141380,
CLECORE . FHJE AN A B AT LU 3 TGE-B1/
Smad 15 518 # I T F L, 5200 HSCs [1iE (LA F£F
YEAL 18901 — S g2 AT LLad it 55 A 52 4k (aryl
hydrocarbon receptor, AhR) /NF-kB/STAT3/y T-#i &
F5 BT T B WA R 5 AR RN SR
faThfe, M HSCs i& 4P,

miRNA 520 A T2 2 AR TR B R A
W Z R AL, ATGS A& —Fh7E 3 Wil f2
R OCEER R B, AR, NEE (N
WG EE TR B — R R AR D RERS I R
miR-30a-5p FIAHNH| ATGS [FFRIE, M) EWERI[F
I ik & aHSCs FIZHMIIET:, 4k M gk i £F 4 L2,

AL, TIE4UER A o LURIE I S H R IR EIR &
PSR/ 2% 2 PRI R 715 5 B % 17 aHSCs 2k
T HE, (21 aHSCs 3, P E P 4/ P,
FHRRFHEG ., FHEIEFHFESE NGRS 2
—, Qin FFPNIE LA B AT LU I B b4 i T A% 30
IR F/CD74 15 Sl E 40| HSCs I EWR, ZZAEHIT
Ytk
2.4 HSRRWT-SHTAFHL

R R BRAW 0 EZAR T, IS 4
X 2 O B EOS), H TR AR TN T R AR 4R 52
MR BAE G, nIRe SIEFAF A, FF4F
YEAL TV B PR BT A1 A3 R B BeAR 0% . T E AT AT
SR YL 5 AU T A S B 9 32 B AR R R T 0
55 HSCs.

2.4.1  HIH| AR I TR T I AT R4 AT AR
BRIET R AT A R 5 SO B4 1 B L

REBg (21 P AR 4460 PEZR B 1T Bl ECMI,
R AR T., SRR AR a4 L 23 i
IS Nrf2 3@ B0 AR At T, g L EER
Fely 5| 54508
242 {23t aHSCs BRALT- MR 2R 4k X T
HSCs M5, JUHE aHSCs, HARET T HE A HT
T HEA A, 155 aHSCs BRAE T IR AE T2 N
T IR YT RIE)., FABOREAGZ
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Fig. 1 Interaction mechanism between cell death and liver fibrosis
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