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Research progress of STAT3 signaling pathway-programmed

necrosis in liver disease”
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[Abstract] Signal transducer and activator of transcription 3 (STAT3) is an important transcription fac-
tor for signal transduction between hepatocytes, which mediates multiple responses such as adaptive response,
inflammatory response,and hepatocyte proliferation, participates in the pathogenesis of many liver diseases.
Recent studies have found that the cellular programmed necrosis plays an important role in the occurrence and
development of most liver diseases,the STAT3-mediated signaling pathway is closely related to this cell death

mode. Therefore, this article reviews the researches in STAT3 signal pathway, celluolar programmed necrosis

and liver disease.
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Hy 0 s
1.1 1L-6/gpl30/JAK/STAT3 1% % i@ 9% 4 4% i
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WL, R 2 TNFRL A S 015 9% 538
e ik B8 3R BE [H F-o (tumor necrosis factor-as
TNF-o) \TNFR1 K 3 (K AH B AF 8 1 1 (recep-
tor interacting protein kinase 1, RIP1)E Wi & & 1K
T Jash TRFMIRIE., TNF-o BA 6%, %0
RN O 7R T RN e s S e R A S O S
TNF-o H1 8 CH: 4 A 5 527 44— TNFR1 7 41 g 5 174 48
ML R B S 1 B R W A A% B -k B (nuclear
factor-kappa B, NF-«B) , i 5 4l fig 4= 17 F 5 P [ 7 o
AW 1 E R EZ R EEERRMEZ S I
WL TEA R ST KAEARFEIE A AT, 2E bt
TR KA F R E A -8 (cysteinyl aspartate specific
proteinase 8, caspase-8) DI B & ) & X 76, &b F
TNF-o/ TNFR1 T, 2259 11 )3 30 40 i 72 )5 38
FESPETI 4 AN . RIPLTNFR3 % RIP 3 i
TG AR BAE HE i 5 — 544, caspase-8 32 B il .
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BT caspase-8 FAETEPEA S . RIPL 1y C 3 H A 5
ToaE M, O Re 27 R AR Bs R ik i =l . A B o
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dylinositol lipids, PIP) 2% & . M\ 1 JF iz 40 Jo i FL 18 5%
IR se s v, S 40 Ca™ L Na™ P I 18 0 20 B
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FEVT . MLKL () FliF iR 2 5 7 98 15 3% v 40 7= 2k
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1 DARE S 25 40 HE B 1) Do A & AR B bR b 2L DY
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LRAREZ G L AT DL 4% TNF-o 1755 00 4
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GRIM-19 M HAE JH . S 8 STATS % i 3| £ ki 1k, 7
S A AR R MR E i ] STAT3 33k
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STATS # Uk B 2 45 8 F 8 /Y k9, 7l KL 5 RIPK3
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T 3 A A 47 B o X2 5 240 R U 4 1 D1/ 4
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gpl30 JE WMk i) STAT3 ik T, 1M RIP3 %Kik I
P8 Ll S B B R IE gp130 XF 2k PR 1 B — 2 i
AR . fER gpl30 FifsrF—STAT3 & il
T O3 A0 P A0 AR M IR B mR R R R R v
T T 440 e A2 48 0 AR Ar 4 s DR LART R AL ) 2 5 3
e e Bt — b e S W A

1 A A R P IR AE IS AT B T A% 4 A AR
SRR R R E N T, X 1L-6/gpl130/JAK/STATS
fH T EA T Z W REEM . W TNF-o 2&—F i
VR SO, W] A7 S I 20 20tk 00 8 A e A R
W TL-6 (A . A 5T K& B, B 300 405 1 4R AE PR B B
B TNF-o ifi it JAK/STAT NF-«B %5 % 53l % 8 16
H4 B R G R 28 3, A 0F JHF 40 B 38 4 s 7 TNF-o 15 5
(I IRBE ot 2 v RIPT (% 3 3K 53 P %) STATS 7F 22 %
M2 727 bk A W AL A s AE . MLKL 7
TNF-a /-5 09 F2 7 P 58 58 v ml 98 15 4k 74 0 1 U
FEAE L STATS #e Had # b oA w2 H L, ASHEBR
MLKL EA H 385 STATS iyal g, [R#:,STATS
HH AR 5 10 6 0 e P R At LA — s A P VR
AW K& B, TAK2 W] (i 5 26 40 i 7 300 ) i 5
STAT3 Wy B R 1k, 16 1k 9 STATS 38 33 3% NF-«B
254 % TNF-o.IL-6 %5 & E A i 0 22 38 SRl )
VEHI S TAK2/STATS {5538 i . 5 80K M b i~
K BE AR, B >k U5 4 4 ) 20 i (myeloid-derived sup-
pressor cells, MDSC) H 43 Wb 11-6 i1 STAT3, dE
WO 2R R RS B A DNA WS R 1, L 5
FMst 1L DT Bk TNF-RIPL SR 5855 & 12 . T fi 1F MD-
SC 17 3% KBRS A BF 58 & . 76 B 451 405 B 8 o
gpl30 Al MR fk STAT3 ik 8, JF T i RIP3 iy
Fik T W gpl30 X 40 B RE R IR A8 HL A 28 il Ak
FAE HATHLE i AN IR . B2, 2 4505 5 i A7 AE A
LR AH LR R 1 43 B SR RS AT A AR K
fIWFgEasia) ., H STAT3 HA £ & AR L . — )5 i
i gt e M s I I 405 5 5 — O T R) S 5 4040 4 A &
S AT REAE AR [H) 25 0F T VAN TRl A 24U S T
S R A B B R AR R AR R R
4 BEMERTESHR

JIE 4 AR P B8 T4 A N 2 25 L SR e
i I 40 HUHE FRLAE 5 S 1 M 8 40 ) 3 [ L
il o JFF A0 BE T4 A A S S e i B P e
7 AT 440 M T R e e T I T AR . A
JaFE TR R 2 Fh 07 L T A eE IR SE R T
VESRBE™ . BRIFVEIRSE S 5 T 2 R0 3 Pk T R A
PR AR 95 L IR U R B R L 25 W v I
15« 1B e 328 P 00 5 500 1 6 UE . sl S G I I
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A B TRDPRS 7 FH A O rp 22 6 JIF 5 45 b RIP3 R 1 3%
ik LI H S5 T A0S A v AR T R SR AR 1Y
S Gk RIP3 5 AR R e 2R 028 25 4.
S B8 7 1R TT 58 5 R R MLKL f 322 3K 1 0 2 R 22
S RF Y L AR DR R IR T 0 B R T 41 41
RIP3 . MLKL )33k 5 45 45 52 1 A8 3¢ B8 i AU/
BRURE R 3 Bk RIP3 J5 JHF 48 M 3K 28 98 565 OF HL ik & 31
RIP3 ()i = A i 18 4 BH 28 4 8 3 9t R 3 4 i) IR 7
AL AT RE S RIP3 GRS 5108 40 R 8 5 B-1 Kk
ThEsA L5 . BRI KB A 20 B AT 56 M 18
o P R 0 5 1 i AR of, RIP3 Ay 5 9 JH 48 it 72 )7
PSR FEELAT A2 /N FH 0 5 00 1) 300 ) 6 8 1 3 340
- AT LA B AR A P 0 T Ak R AR Ok A AT
% B A0 M 495 & A PN I I N 3 gp130 2K %
Ik AL Y s gp 130 B PN BT I I 38T JH A i A A A
SN B fRfk RIP3 Jz MLKL ik FiH. BT 20
gp130 7] 2 55 4 A8 7 Pk IR BRI i 45 L 0l STATS
1B gpl30 [T Ui 43+ 78 40 i 78 3 M TR 38 v [m] A
A EEMA,
5 B 2]

H A 3 0 0 0 % i, T o SR R R O
JiE 0 » 2025 TR I 3 0 G JE 3 i 3k 8004, RRgk . Kt
JF 200 JH B0 T 2 S 100 A g BRARRAE . R M IR AT 2
AR B AR d K R AR L AE T O 3K T 2R A OC T 4 i
FPPEIRAE 5 STATS M 5 AF 5 38 % 4 455 19 4fF 5% L />
W, G, ES X STATS 540 72 e M 38 56 K B
53 [t 22 1) ER IR AE TR TP /R O TR A 5 4R 380 40 1
ol 19 55 JFF 40 B 26 R T 1 TR B8 14 i o Sk 8 v T 0
s K2 in HA EEMNIEFE XL,
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