BRI, Z. RELERREFEARTT FRIFFELOHREE 161

DOI: 10. 12449/JCH240127

W2 IR RR R PRI AR T - T BUTFEF 4 AR R 520k i

’ﬁg:gill’ %i‘éiza Hfi%%za ;g:*]]za i‘ ”” ’ ;:‘/H%#/ ’ %E %1
1 JTHPEHRKFFRLALER, &TF 530200
2 SR FESKRFE—WEERFRA, &T 530023

w
?Iljl-
S

WBAEVEH WAk, yaochun111@163.com (ORCID: 0000-0003-2903-8814 )

WE: FARL(HF)2—FHRTEMFRGSENFEAREHEEEENRELE, HARNG RSB N, HXH
REP,EFHABRETIRSHFNAERX, MPEAEREEFEARE T TRHOFAAEEEEZ TN AXHAT
EFMAERFE TR HF NEREIS, NP ESED R P ERFEREFEMAEIETEE HF (9T 8EHLE], AP EAR
7DH$2¥Z&{’E?}_~E1 ¥ﬁlb\E§O

KR HA%W; P5; BRHARET

EEWB: MAESHAITTE (R AB22035076) ; AR A E SIHFiT R B (YCSW2022343) ; I HEAMNSHR
EHBENERR LA FERBER N WhERTRBFEA S R ERAFRER 550K (J6Y2022182)

Research advances in traditional Chinese medicine regulation of programmed cell death in intervening against

hepatic fibrosis
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Abstract: Hepatic fibrosis (HF) is a pathological process of abnormal repair of liver tissue structure caused by chronic liver
injury, and its pathogenesis has not been fully clarified. Related studies have shown that programmed cell death may be associated
with the onset of HF, and traditional Chinese medicine (TCM) has a significant effect in regulating programmed cell death to
intervene against HF. This article reviews the main mechanism of the influence of programmed cell death on HF and discusses the
possible mechanism of TCM regulation of programmed cell death in improving HF , which provides new ideas for TCM prevention

and treatment of HF.
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JF 45 44k (hepatic fibrosis , HF ) M 9 & 4 J& 4 Bk A M, FF 43 Wb K 2m B9 40 it A 5 (extracellular matrix,
PR N S8 I BET R 22— BRAE 8 80E 7 A8 ECM) 26 e rh ok iz Pk Ak B R A7 MR DR, AT 5 U
AT HE 595 T REHLR R SE AR — B SCRRAN > LT 4. VS — AN AR A 2 7

AR IE AN e 45 FhER AR e MU AT 4 R P PRI AE T (programmed cell death, PCD ) 75 44N I
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JUE 5 g 1 A e e v 49 A B AR (0, TS HF R R A
YIRS . PCD EFAHIE T FRFEIRSE ST A
FERFET , bR ¥k 32 3 5 B Py 4n st o R
r & 24 P T LA A BRI A T SO B, 410 1)
H{E’Iﬁ?ﬂiﬂ@(hepatic stellate cell, HSC) B4 15 Ak A3 58 |, 41t
HEECM (R A, TR BB 4efb H i . H i
TR B 22 1Y UE A8 2% B v B 24 R 68 3 i 14 45 PCD T kS 31
BEVGE HF RO . BT Bk & A A E NS
FORT 98 E R ER T PCD 5 HF 26 &, IR HEA H = 2458
1L P PCD +HUHF BUBHR R , B fE4R 0 HF L]
FIIAIR, Iy i B2 2558 [ 4% PCD AR g HF 8 BTG
IR R SR S (B L

1 PCDEHFHIX%H

1.1 @pAT=5HF Ewtmx W2 —FEshn A
JF 1 L B MO A AN M AE T2, AR A AV e e
I3 R 22 RN A LA L T LA i N T R AR A BT
SERA G A AR i S, A0 ML T o A T A R
TR TR I g — B 4 5 2 40 20 M R 1 R S AL
I 0 P SR AR AT R R A S LI T J, LR M
SRR AR TE R & P REAL TR A 5 0 40 0 7
AR L 3% B IR L AR IR -2 SR R S
R PR T AN R AR ph 2 M A PR B B 3 3,
B 5537 PR AN BE T AR s R 52 U ) R R 3
TENFARML R, 5E 115 B B R R A 45 2 3 T
WP 2 K 2 e T A aFse 7 %W, Kupffer 4
T P A A 3 5 0 ) 75 W o /N T 30/ UL
FFF 453005 T B BE T IE AR R ML DT . TR o R — A
o A AE T 52 A fas A3 0 I AH IR T 5 HSC A9 305
FEP e ) It )i FA R XA e SRR e
W, /B TR 5315 22 IRE A 25 11 (mixed lineage kinase
domain-like , MLKL) 5l 5% BE {2 35 ek /> CCl, FlAH 4 45 FL155
S0 B0 AN 2T 4 AL 1 i BRAE AR, 3 — 25 RS 2,
I 7 8 -5 A JFF 200 T MUK A S5 A 4 . 71 )y
AT 7 T B EW CCL B SN LR 4k Ak . BRI, 40 e o
T 55 BT 4 Al AR 56 , 5 R A 2800 45 4R B R -, 5
Ao T T2, 0 20 A A O PRk v bk
L A 3 B A ) T D7 I ST HE SR BT Y
J7 i
1.2 3uHATAHF o A4 5@ WIErEfET
SRS TR Y RE AR R AN SE TR L,
FRFRFHEIRIE . ERTOSE W] R g T R
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H A2 4 AH BLAE I 22 2 R/ 93 2 IR B 1R 1 (RIPKL) |
RIPK3 Al MLKL A~ 5. 54 ML 1A R, BT —Fh A
MRADE R B 9 PCD I 2, AR 2 200 A 5530 35 1 14
T RS 4 200 5 240 B K, A R A0
i B EREE R Y T  SRPEAE S R T ATE S
T 38 T 90 L AL IR0 ) A R AR 25 PLAR
5 AR AE R 12

UEAFA O 22 T G T IRFEME R T4 HE
FIFERT, IR T SR IRAE R T B AR TR T SRS o IE
PR R TEXT RS T K 2B SR A
PERR D PE T 9 (NASH) A8 AR AT | RIPK3
ol T AR AT Fn2F 4ifl . AR, 76 A2 NASH 1l
I 7 P 8 /8 BB R 140 e 6 I RTPK3 A5 -Jun 2 L3
R G (INK) [ 3005 A7 Bh T BRI 4 7, 4 MCP-1,
W AN A 51 3 32 35 0 FFRE , i — 2B 9 1 RIPK3,
A5 S B A IE T R 4l . AR 1R gs R,
A 0 1B B A RIPK3 KSR SETE NASH i F: (1 JiF
Ui KR AR . MR, 7E NASH i il bk R 2
1 it 8 (Caspase-8) LI HG AN T JH4t 45 A 45 44k, R B H
TEW; 1R FE I B O R B L X e R
W, Bk T A T4 IR BB R HF i — A A (5 5 il
B HOmIASE ] el HF UL —RhRRER 093 T ik . SR
M1, 34 5 B2 — 25 B PRI A PP Ak 23 A28 1 TR 26 3 4
AT LLHAVETRY 718 M A 3
1.3 oA HF a0 pusl  FET Rt
H RAEAN AT T2, MBS 1A AT 5058
FEL, A AL B, B0 R A R I 2L AN 2 b i '
PR T FE T R A A s B TR RO J5 3 5 IL-18 R A
24 g P9 0 R 1) 2 s e R o BRTR g
K, BTG S0l I E AR T Caspase-1 315 1Y
25 WL AE F Caspase-4/5/11 36 AR S Mg 45

MAAETA B TR R 2 — PR . BRI
LT, AT AT B S R A2 B A (AR T
i TG 2 B B AN At T R A AL SR N
R WSS HSC TR TR 0 5 DO L Mk
LT AEAL A SC B 1, W04 46 4 214 K T (connective
tissue growth factor, CTGF) 4> J& 25 [ BN 1 57) 1 AR,
0] LUBHE HSC, 3N 25 4r 4 8V E K N7 4R &
PR 1RSSR e 3k A T AL AU I A . 2
FETAT LU i 2 R R AR5 HSC AT , A0 45 1T 40 A 94
T G R AR 20 43004 (14 & A PR R NLRP3 9 E /N
PR AN, A A T AT LA S TL-18 i IL-18 43
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W, X FARAE R PR AT DL i 5 TL-1 52440 1 (TL-1R1) 45
AL BTG INK RS AL 26 -1 (AP-1) {5 5530 %, i {2 F
HSC A FE LT Ai4L . RN, TL-18 34 n] LA 55 52 i
FAGAE RN T B I, HE— I HE 2

25 b AR TR R MR Al i sE T X, 5 HE
WY, R R SO AN R T, i ST T
(254, T A AR T AR DG R B P W A AR TR
i, B AT eA% HEF
1.4 A%BLHFO/ER X A [ WEZE— R0 N R
fife st AR, PTLATE bR SR 2R A R ARG R T 7E R
30 AF BN Ry S — ol e R B AR AR T R B
e 18 LT A3 R AZ A 8 2 A ) AR R AR SR A A N
MREE R AE . B AT I B B 3 R v
AW AR M AVEME A, B AR I
8 R 2, 2 4 6 32 0 e 4 ik 3 B 321 il
P =272 FOU BB — A A 1 A A A o
YIBT T AU B, B E WA, F A5 i A fil
G T8 R W WA I i RN I BT L L4 R A0
fazs®l,

I Wi R 8 55 170 22 JF I A OC , R 5 A o 2
LT Al i — R BT IR TSR L g R, A
WX HSC 1 g A Qi B AT S22 A I 15 VR HSC s 1Y
— AN SRR R R A L R A H IR = R O R L O
LI AT LB ZT 4 41 A ) RFAE , 4P L ac-actin
(1 2R TR LT AL R bk AT 22 53 54 TR 132 IR 1)
A FRIA , F W AR T I R, DI R HSC 0 £2
ILRg L. O3 — 7T, [ W AT DLE s B R 7 A0 HE 1)
I, ZE R PRI SN S 6 b, B0 HSC AP iy B W SR
Vol A 2T 2 AR 5 L 5 0 RE 1 HSC G — 2, A Mg il
FECHSC H R B TR, T REAR T B ATP /K-, AT 0
il I JZ - 18] 52 % 43 4k (epithelial mesenchymal transition,
EMT) , 0 WUS LT 4E 4 i) = 1, LT B HE 2
ZETCEEIN], [ WEAE AL P ORI AE 3 A B R v R T L
LA FH O ARURR 14 340 2 1 W 1) 284 1 oA S 4 B A, R )
X HF B0F5E (A i — 20 5T
1.5 fmpeskse = EHF P A XAER  PIET 2 —Fh
P R A6 174 B T S A T A ) AR B A T 2, 2 kARl
LR YT RGN 2 BaET 5 HoAth 4
JAE T D7 AN TSRS AT B X, TR e A N
ol 4 25 1) 45 K RN T R, A 3 2R AR | D I Do 0 8 R ik
PR BRI BRAE T R AR TR SR AR ST T
B 0 2R 96 22 ) 1) SR AR T 0, 4 (i E AR B0 T 1) R - T AR
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P B Ak S AL A 1 4 (reactive oxygen species, ROS)
I BT A AL B A R SR B T I A A 2 R A AR I
FRUER, DA sk 2 BRFE T

AR O 2 W IF R R B T2 5 T T4 4
ARB S FHLER . WFSE 2 RE L5 S HSC & AR k3BT TT L
I S AR B R AL W 21 A AL DR -, O R84
WAL IR T, AR TS Ak . BRAE T R T
K F{14% ELAVL] .ZFP36 .BRD7 I TRIM26., ELAVLI J&
—Ffre 3k A7 (1 RNA 2545286 4 , 3 13 25 & BECN1/Beclin1
mRNA {2 5 [ B0 , T3 R st -0, ZFP36 & —
P RNA &5 &8 A, vl AN FE H A 16 25814 1
(ATG16L1)mRNA , AT 116l B Wk 4 A ) W/ I e S8 O
A FRRICT HEBT, 72/ N BB BRAE T SR R PR
JE T i 3 37 2 I F-box 1 WD 5 & 38k 7% 7 (FBXW7/
CDC4) FAIR ZFP36 £ 1 3238 0S8 1 H WA HSC 1)
BIET SR M AR 44k Y. BRD7 A L) HSC (194 78
ToEAIRE ST, S LRI, B TR & hr e Je vl i ik
BRD7/P53/SLC25A28 flii75 5 HSC ZRAE T, AT 41 il /)N B
IFET 44 il iy —THF 52 0 e W, B3 92 2 1 4
TRIM26 TELF Ak i IFAH 2 T I, TRIM26 3o 36 15 1o
5 SLCTALL B3 = AL RRE MR 1 T HSC ERFE T, AT
P T HSCHEFH . 25 TR, 3 26k AR I8 15 HSC [ 8k
FET v R DGR , J2 L 7 27 A A ) AT 508

g b ik, H iRy v An B s T i AR 4 A &
RN F2 AR SC ML AT < A AL 1 JHE S I 440 A T 0
> BT IRBEARE S HSC IRBEEIE T I 2 M/ MA
T AR TR 27 2 Ak A F R T HSC I 1b 2 741 R
JiE A S HSCHAET -5 .

2 HEZGEEPCDIEYT HF IR R

Hh R 2 e A G0 R 2 I E B AL 4, A IR
(1 7 SRR BES R R o N EE AT & L HE 19 &
Az AU RS TR AR B SRR A OC TRYT HE 2 DL
FIFFAG 36 ARS8 PR A5, i 2o 2 Fh 25 W e fh, 3
P LR S 2R RN A TN ER . A XTI
B R A SE BTG, 2535 MAs T R 2 b b [ 25 45
PCD 477 HF {9 2 Z2HLH A A 5T
2.1 E 2545 M T 1504 HE #8355 3 Scik ™
18 , 75 CCL, 175 T 1Y HF K BUBE AL FEARCIR S L RE 83
13 TGF-1/Smad2/3-CUGBP1 5 514 5 Al 1% TFN-y/
STAT1/Smad7 {5515 S, 40 HF . [5] i 1A 4h 52 53 75
TIE S HG AT 00 20 T R 1) LX-2 400 B 14 5 45 | % 4 e
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T, U HF. e 4h , Wang %54 % 31, DU B0 2> T
CCL 15 B HTFEF 4 Ak /N BRBSRY IS IR ECM AR, T i
TG AR AR G R GBI TR R RUZ R 8 ) &
iR TSRS s T Re . i
AR P S e, DU IR Y A T HE /N BRUFZH 2L i
SRR PR T, R A T R AR R R AR RSN
LO2 41l fifd 2 5% TNF-o 1 ActD 5 S 08 T, A S B 1 T
WAL TERE . TR TR IR 432 BAR Hh 24 1 55 % 1t
1 SR B M AL B Y L Zhang DS R B, 2R 28T
53 AT AE CCL 155 5 19 HF /) B vh g S HSC | T, I 40
il HSC 8 1= 3% 42 4H 5¢ & 1 (JNK F1 p38 MAPK) iy ik .
LA, TF 7 POR | 3 5 S A4S 45 HL (BDL) 5 519 HF
/N AL B, U437 nT 3 i Fas/FasL {5 518 A 504
HEFEAL Y HSC PR T2, 3X AT B J2& B CD8 4 Z15E #1042 T ik
ELAMA 0. DL BB R T, T2 5 07 P 2
43 AT 38 3 PR AR E L ECM B | S A4 S I AR
JBCRNA T, DL KGR 3 % 22 A4 50 i AR 30 ] HSC 976
b, AT R AR T HEF B3 J , DRI nT BE BCh TR Y7 X R g
LT 4

2.2 P IE 254 fm B3R SLOPE A T 38 3% HF By od L R
T & 3, 3l 2 g 57 CCL, 75 3 A e TCR /N B HF #5278
FHSC-LX2 2 Jift 4 &b 52 56 e W, 3R it v 5 o 375 5
RIP1/RIP3 M #t i YR A6 44 08 17~ 78 B 1% £k 19 HSC, I EL{E
i Atg5 5 RIPs [] i AH B4R FH O SR FE 1A 5 HSC IRt
PR T, SRR BT 4L i VE T Sun 2538 % Bl 2%
B A 38 2 AR Atg ] 19 S BEARKCE R LT Sivts 9895 [
W, Sirt1 1) HSC RS PEDLB IR 1 CCL %S HF /MR,
AtgS PR S TRAC AU T [ WA i B8R, T HLa5m T
Atg5 5 RIP1/RIP3 Z [A ¥ AH ELAE L, 5 S RSB M 1
g5 I, BTG Sirt] SR HE AvgS i £ 19, 350 H 2R 1 -
H A EAEHDIGE, A7 S: B, 2 3F HSC IR P81 I
T2, 0800 HE . WF9E 8 %W, 76 CCL % T AR ICR
/1N BUHE A7) AT HSC-LX2 {41 52 36 v 2 B, 2 4  m] /%
5 PN I 386 3 Sirtuin-1(Sirt1)/Noteh {5 518 #4 5
(Y HSCIRFEVETA T . AN, Jia 25140 % 9, 22 B 1
CCL 5 5 1Y/ B HEF R8I 7 HSC 358 s , iX 5
RIPK 1/RIPK3 14 % i 1k % ## 35 HSC YR BE M -4 2% .
DL 3 s, — e 252 05 Ko 25 4R BUYDR YT HE 1Y
A FH 238 5 175 5 HSC IR BB I T 3 B 16 Y HSC,
It B A2 AE T 07 2 8] W] REAF A — o OCHE X s
UK Ry Aok K AR WAL G W3R 7 HE (11 RS FH B2 LR}
A
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2.3 FEHYwmmitETHis HF#i8%  FFEn4RAE
S HF MR 0 A AERE P 2, R, Do an i £ 1 LA i 58 9
AT LI R0 HE . BR300, TV S A (FA) L3210
CD44 R 5 P T A4 3% BH 00 2 (HA) A& 45 19 2L U8 40 Wb 14
(mExo) B9 44 K 3% 1< (HA-mExo-FA ) , & N 285 5 B 7~ , HA-
mExo-FA 1] DU BE 5 £ 4)) B IR S Mg Asfe,
PUHF HLH] 5 NLRP3 A AT 5C . L4k, 76 CCl,
V50 HE /N BRASERY e | it JFFEE I T 2 24 J ] el A D
A ZUE B R I A AR T, B3 T M a-SMA |
Collagen | | Caspase-1.1L-1B . IL-18 DX 2 TLR4 . MyD88 #/I
NLRP3 mRNA 5 [ 57K, & B g (9 ml 38 2ok
845 TLR4/MyD88/NLRP3 {55-4l1 , Jali /> 4t £ 1~ , 1 il JH
ORI b, B R B0 HE 910 b, Brge )
RIS IR IE F 40 102, R A H,0, 15 %
LO2 4 ffa 153 5 45580 , 1~ T4 fin A v 24 B qA 2550 1) = 2 Ak
SRR YIS Ay 2 — S 2 AT d(SSd) (IR
R )W 24 hJa FF2ad H0, A BRI . 255 R,
50T B LR, AR Ak VA 405 1 LO2 4 A AR T AR DG 4R
b Caspase-1.1L-18 . IL-18 Fik B g F+ & (P {E ¥4 <0. 05) ,
EMT #H X 45 #% TGF-B1 . Vimentin . a-SMA 1 23k TF &1
Ecadherin 2535 (P{E$5<0. 05) ;SSd T i )7, Caspase-1
IL-18 . IL-18 . TGF-B1Vimentin .a-SMA [ 215 B] 2. N,
Ecadherin 15 FIH(P{E#)<0.05), DL FZ5 R LM, E ik
I A A3 7 LO2 8 B T R vl e 5 4 AR T A G, SSd
A MG LO2 UM AL T il EMT i 72, R AEPUIFET
AEALRIVE T S LA RS, P25 5 07 K v 25
FE BTG HF v B R4 1o AT 5o

2.4 FREBCH MR G EFRHF et KRS
SIS JEE HF B0 PR 2 S . ek
TR, 76 M5 PN T 5 CCL, 9 HF R BB rp | A6 7 S
B W0kE 7] 38 11 3% 16 AMPK/mTOR 38 F& 3041 [ W , DT 435
PLHSC IR AL, AT HF Ak, 7ERSPSEE6 75 % 3R, 1146
A 2 fif 25 0RL AT w5 K B AR HSC H p-AMPK/AMPK
p-mTOR/m TOR . p-p70S6K/p70S6K &1k FILH ML 11 , B
a-SMA . Collagen I . Collagen Ill &5 HFEIAMILCIO/MCI T

IR (PAE4<0. 05) 5 4% 7 8 1146 7 2 fif 753 Uk 1T i 25 e
TR BUHZHZ a-SMA £ [ 3R5A5 S LC3 TT/LC3 T AKF(P1E
¥1<0. 05) , Bl /0 57 154 T 4 B A5 i | A% 240 VR T B 2 2k )
e DX 3 T R D PG A A3 A B AR o -SMA K3k A
Fe U W, /INBERRLE /N B N A BT HE (94 AT, L AR A
AT LX-2 20 AR 1 i R RS A, X RT fE S /N BB
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0 HSC AWK T . HEAh, Zhang %4 % 3, 75 CCl,
VB M HEPE SD K USR5 T R AT AT 8 JL L Al
FERAMIFGE T R AT 3% AL BE A HSC A 4% A% A
Wit (4 DG B o3 T Rk o SR WoR R A T i N R
TGF-B1 FBERR fL Smad2 W HSC AIBLE . LAk, F AT
BT JREERE Atg6(Beclin-1) AR A G 3 1 Re4% 3(1LC3)
P HSC A W, 98/ 40 i A0 B S 7= A= A HSC 7%
b, L% CCL B SRR EF 4EAL . PR, 56 T X SE R 5T
FRAT A Mg T b B 2 3 Y A SR IR YT T
YRR AT R

2.5 WEHAY @K TEBAF T, R AR
IR AR (1 ok ik 2 (0 UE B 26 I, R T 10 24 B
TTRECBURRIT LT Al i R J8 . R 7 40 , 70 M A 3
5t CCL AR BRUFFET AL SR rh | HR R A b B2 S5 A AR 2]
AH EE B TR DT AR 25 /D | I8 ASTALT  JZ2 K% 25 RN
75 W T R KT BAAR , AL P B S Ak BE T ARl LA S
PR 1R AR . Liu 250 B, 76K B HSC 41 i

AN S 3 L TS SOCS1/PS3/SLCTATL A
B9 HSCZRFET , Ho T T HSC AL T H1 ECM I/ ik A=
A0 R0 K 2 -1 B U R, DL G2 f# HEF . EAh, Kong
2Ll R 35 SR EE AT 1] LA S 4 AL b i AL
HSCERAET . [RIA, 5 8 BEER IR 7 AT S 25 75 4 1 1~ 41
MRBRIET, T BRI 4TS ) T B AR B BE T3R8
B AR T m ML AR T N R (AR
J2 , Huang 2550 LUBE 5 f HSC-T6 41 g #1715 B BFF 5% X6F
% R H R R ] GPX4 F 3k B TFR A1 DMT1
2235175 5 HSC #RAE T 7= 4= K 1 ROS, D TTT 28 fiff -7
ek, LR TR & B S H B R T LI o T 1 Cav-1 4
SR HSCERAE T KA HFE . DL BRI, e
75 F0 e 2 5 A T e A AR SR T R IR YT HEF 4R
BERTHITRYT RN

BLAh , A B 22 SCHRARGE , oAt v 25 5 7 R 250
PR A3 AT AT a5 200 B R e 1k A BB T SR AR HF A
R (R 1),

®1 ESFERITFEEPCO I FELNEMPAEERPLFERS 2E

Table 1 Summary of other traditional Chinese medicine formulas and active ingredients for regulating PCD in the past five

years to combat hepatic fibrosis

5/ L7 N

SRR

VR AL L2 25 PRk

KA A RO AR AN
MR ApgES
FEREAF D o2 bR T AR Y 4
e
BRI b

PARAN HSC 2 i A5 5

TP R T EEHREY CCLIERM HF /NEARAE! T8 o-SMA/ETBR/PLCR/CHOP/Bax , Caspase12/

9/3 AT A T3k, IR BT AN ML I T AR AT AR ]
400 Bax 4 il €23 C . cle-Caspase9/3 JH T- 8
BIFER K DR A AL R HSC B TE AL

CCLF 1) HF KRS 1] o-SMA, TIMP2, TGF-B1,Smad2 .3 14, BAX

il Caspase3 ZE 1A FRI5 , IR 3 242 15 Smad7 (1)
mRNA #3k DL F Smad7 F1 Bel-2 [ 4R (13635, 1455
e fe e

AU RO 22 R SRIEARIR R FE A CCLIB A HF KA (K ALT AST/KF, F i a-SMA \ TGF-B1.Col- I |

20 L S
R A A

WHRD B RGO
FI PR b FEZHIREE )

AR

N NNEES N1
JRAL B AR
i B -1 TR 2GR IR
B 2%
Batr:  RAERTHED

HUEIE7]

RSN S

Fas \TNF-R1 . Caspase3/8/9/10 28 ki /K Bax . Bak Fil
AN 3K C IR 2R3k

CCLIFES M HF /NFUEAL 3458 HSC-T6 4 He ' cle-Caspase9/3 2% 15 Fil Bax/

Bel-2 Uil 3 9745 HSC i1 1 A6 A0 I 7254 b
HHF

CCLIFES A HF /NFARES ] HSC 30 59 A P br ) (o-SMA AT T B

JE) 38, T HSC# I A6 AR S AR LAl
JIFET AEAlr) e A

KFS A ML T, CCLIESHHF KFEAD T MAPK Fl PI3K/Akt {5 518 % , L & PPAR

FIAMP {5 A3 3 , o8 AT DI RE L [ HSC
TEPEANE > ECM LR, LIk BT 4 Ib R R
% NLRP3 . caspase-1.a-SMA B GSDMD &
FNFE DRI 235, 400 i) 240 L 8 T ) 48 S {8 L
TP RE S 5 HA UL 4E AL B

FACHTEAFIEAERTAM CCLIAES A HF /NRARH 38 22 9895 Gpxd A1 GSH 7K - T B&, Fe™ \ROS F

Pugs2 K38 i1, DAAE 2B &1 6 Pl i 20 i Y
BT, IR F HF VEH
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3 MNESRE

HF 52— ZR O B A, 0 R 2R PR 2 B0 5 i
P, 4 B — AN ™ S S A T A 3 T AR (]
PEAESKE A 2 rh TR R R BB LT AL 25 B — A
PITHFFEATR ) VR 2 vp 2 ORG24k BT
DA% 22 B 40 B BE T~ 07 SR G AT T 4 Ak, ih T 4544
ZRE TREAR SRIR)TIZ , TEHL HF 7 T E A S A 5
I S0 07 PTG S5604 S e R iE 4 e, P2t J—
FHATAT 2L BT 6 HE #7850, I 7176 H A 3% v T
T 5 AT AR BB o IR T , R OCRIFIE R 2801 T
SN FIA P S 9 B, B = 2540 HF SR AN I R BT 5T,
5 R 15 22 4 M (P A A0 8, 7T RE Y BI04 R4
R B, N R IO A e PR e 42 B RS2 B0 AT 5y 4%
AL T AR, R 75 BEHF 5 HE (3% P 2 50 240 g 56
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