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Research progress on Wnt/3-catenin signaling pathway in programmed
cell death after ischemic stroke
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(1. Rehabilitation Medicine College, Henan University of Chinese Medicine, Zhengzhou 450046, China. 2. Department of
Rehabilitation, the First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000)

[ Abstract]  Ischemic stroke is a neurological disease that damages brain tissue as a result of an insufficient blood
supply to the brain, due to blockage or stenosis of the brain vessels. Increasing evidence has indicated that the Wnt/3-
catenin signaling pathway plays an important role in the pathophysiological response to the occurrence and development of
ischemic stroke. Programmed cell death includes many forms, such as apoptosis, necrotic apoptosis, pyroptosis,
autophagy, PANoptosis, and ferroptosis. In this review, we elucidate the characteristics of these different modes of cell
death and their cross-talk relationships with each other, and systematically outline the role of Wnt/B-catenin signaling
pathways in the intervention of different cell death modes in ischemic stroke, with the aim of providing references for future
clinical and basic research studies.
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i 7 o NS 300t | BOak i e A
B N S T i 3k i A i A ) A B 4 e 3
I i A v g i 1 A R B AR e A Ry . s
i1t , Bl M % A5 b (ischemic stroke, IS) 4 24
SARA A T EE Y T0%" " B KA R AT 2
SHEMZITIET: | AAE LI | 1ML AK 5t B ( blood-brain
barrier, BBB) #1177 , £& b7 4 ) G B A5 1 2% A5 P 7 1
G —FRIE A TN, TR A AR T I (R
W HE VP22 B JOIRTE S AR I [R) N 3R A5 A 20k
97 G iR TR A AR TR I

RRAET AR I 2 A B AT R AR W o AR Y
P40 Bl 58 T ( programmed cell death, PCD) A& JE
PCD, HHr,PCD FZAL4HANMI I 1=, A Wit IRFETE
AT AR T BRAE TRz P8 T4, dE PCD B R4
JRLIRAE , o b 40 52 3] 1k 2 55 B0 80T 7 1L 1Y
MEREBNIET:, ILAENIFE R I, PCD il it A F i 22
TR B A A AL R 0 S AL R, 7R 1S 1Y
KRR & R AEE EEAEM, Wnt/B-catenin {55
PR AR B ARG S R B TR P IR 2 RS
PR Z WG & KB R &It
K A RAETE iR EEAE Y JEHE, Wny
B-catenin {555 18 1 1T LAVE 1T 1S 51 5E 19 i N 17 248
A, G4 ol 28~ 200 L 1) 3 (6L FN 404k A R T AR 32
PR 1 i ot s DA B dp e AR AR Sk AR
SN IR FE T 7 21 A AL A 48 G 3R R A7 1
BMER , 2738 T Wnt/B-catenin {5538 B4 7E 1S /5
AR NS T PR T, B AR IR 1S SR AR AL
SRS

1  Wnt/B-catenin {5 5 i# i%

1.1 EEERN

Wnt/ B-catenin 15 518 2 Wnt 7 5@ T AIZ
B %, 200 3 S AL S W AR T Wt R
Frizzled 2 K& 52 % | % 45 1 B B 1 ( casein kinase 1,
CK1) \LRP5/6 32k AHELE I 1(dishevelled 1,
Dvl) 22 Z R/ I3 A TR W ( GSK-3B) Al 2 1 (axis
inhibition protein, Axin) , APC & H . B-catenin DA JZ
TCF/LEF #5%K7) Wnt & A (40 Wntl , Wnt3a
Wnt5a 55 ) o — &S0 PEME SR 11, 18 5 455 20 R
B2 KR Sl {5 5l M, Frizzled 2K & F G FHHM
B2k, 5 Wat 3 A 456 R R E (5 516 .
LRP5/6 IAZIKAI 5 Frizdled ZAIL A A AW,
SR Wt {55 . Dvl 2R FUR Wt {5 5153 1K 4,

TSTRHE S5 WAL B M N . GSK-3B ,CK1, Axin
HAPC A58 1 o 2H I ik 52 & ), RE g W IR 1L B-
catenin , T 145 40 0 P 45 5388 3% 640 96 A2 Aoy 1oz o)
B-catenin J&— 45145 24 H LM AIIZE A& A,
J& Wnt/B-catenin 5518 i 1 ) SCEHEARUN 731
1.2 BEKEE

Wnt/B-catenin {75 5 1 F 45 G A9 A 2k A2 40 i
W B-catenin (Y7KF- T, Wnt 25 5 040 %
I fY Frizzled Z 1KLL LRPS/6 ILZ AR S5 A B L2
WEGY ., ZhEEGWIV G & SBUZ IR RE
FRG G2 254k, , 3R AR A AR (8 240 L P9 19 Dvl 2R L 84
SR ZIKE EY), T2 Dl & A i — A w1k It
% . GSK-3B 1E Wnt/B-catenin {55518 % 1Y S 4
T, Dvl 25 1 BEUE 1 i) GSK-3B X} B-catenin
Ak, R I, B-catenin AN -8 [ A 1 & 2 76 20 9 Jo
o AL R AL NP TEAR N AR . e 20 A%
1, B-catenin 5 TCF/LEF %5 5% [N T 45 &, 3 i 0%
Wnt FHOCH) H SR 1) %RI5

2 Wnt/B-catenin [ESEE7E IS FEREF M
THRER

2.1 ZRET

MR T A2k R ) A T F R
PERYSE T3 B, #4515 BR AL A 9 52 453 400 10 /) £
F 0 A A AR IE 7 A M AERS RS E B
2.1 1 AR TR

2006 O R AR p PN D SOk AR R AR AR I
PEFET S ARIRAL BT fih K, WO 25 e 4 000 — R 90K
N % H W ( cysteinyl aspartate specific proteinases,
caspases) , FEMI A RGENEMIAFIFET, DNA i
PRI 3 Sk A A o B A 3R N 3 s g R R T
TS R Bl SORLUR S B 7 PR N2 P R A T
IR OGP IR X — it Py B R L 4 A9 -2 S A
(B-cell lymphoma-2, Bel-2) Z & (A5 24 4R
JATEE 1 Bel-2 76 20 M B2 T #0s i, 3 S iy
{62 c(cytochrome ¢, Cyt ¢) M4 [a] J57 R il 21 21
J S5 R 3 5 08 T i CRE 1 - 1 (apoptotic protease
activating factor-1, Apaf-1) I it & Bf 7 = #% 0
( deoxyadenosine triphosphate , dATP ) 254, JE i 05 1=
AN TR 2 55 AR O AR R e R & i 9
(caspase-9) , ¥ — 25 W0IE T U RON Bl F e K A< il 3
(caspase-3) WER AN 7 ( caspase-7) , X EERL IV i
TATTRAT AN A T, 38 5 070 350 200 D 1N G B 45 ) A 4
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fRDIRERE 1, A S EAN AT,

HMBPESE T 57 R iR A2 0 8 2 AR T AR A =
E@,ﬁ%@ﬂ%@*ﬁﬂ*@ﬂ:% F ( tnmor necrosis
factor, TNF) \Fas BoA b Jad RFE R F 40 5 1O 08 1275
HAA (transitioning to responsible adult independent
living, TRAIL) %*) | 1 |- i b AT 5540 91 996 1 % 1
CRTENEEY , X — G NIE TGS
A W ( death-inducing signaling complex, DISC )
DISC WIE G , 2 e KA i 8 (caspase-8) FI
i caspase-3 caspase-7 BV , FEIMAL MR T,
2.1.2  Wnt/B-catenin {5518 ¥-5 A A T

I EH AUk I, 25 AR N ATP FIRE fEHE R Y
SRR, X 2 TR N KR Z R I RE RS, £
75 200 L) 25 S0 P BARAIR B SR PA) Ca® 7S48
LRLRINREZ 55, A B T &4 i
HOk, MOR B Z WF S R, Gl T M GSK-3B 1y &
ik, 30l B-catenin Y s iR 1k , HE % P4 G Wnt/B-
catenin {5 53 % , T 20 Bel-2 1 2 35 LL & 44 3T
P8 T-4E ., Zhang A g S7 K N R Bl Bk €
( middle cerebral artery occlusion, MCAO) 7N ERAR Y %
B 38 b 158 B-catenin YR IA LATIG Wnt/ B-catenin
ERER il . 2 15 R e N DR A R a2
T T, — A SIS A B, i 3 4 o] 4R
% W 3] 35/ 2 A 2 M (oxygen-glucose deprivation/
reoxygenation , OGD/R) Bifl b GSK-3B HIiE 1k, B
Wnt/B-catenin {5 5 18 %, NLGEHS [ Bel-2 [
ik, B D caspase-3 B A K -, DT & $5 90 il
AUMLE T IR LS A0 ARAR A VR T
U, 38 ST Wit/ B-catenin {5538 B R A IR T
HIARSG A 2R3, AT A R 1S KA S5 AL T AR,
FEER A
2.2 YHRREET

AR T R R e R R % R
NLRP3 RIE/NMA 5 caspase-1 15515 F i v 19,
FEIX— i AR 20 5 e T R A7 M P 4 5 R A
Uik, [R5 58 A= W) ) ot e 2% o i ki 4 21
HUETEGIS
2.2.1 AT RILE]

YR AR T 4T HIL I B B PR 1T N Caspase ZE 05
XF Gasdermin Z3E A 1 B e REVE VI H], AT 20 2 b
KA 1 (caspase-1) 911 28 LA T3 48 71 2 B
KANfF 4/5/11( caspase-4/5/11) - FRYAE L M AT
WA, NOD FEEZ AR 45 A G 2 H 3 (NOD-

like receptor protein 3, NLRP3) & M /M E 5, 42
ifi caspase-1 FIAFL AL ATEATE Y caspase-1, 161k
Y caspase-1 YJ#| GSDMD f9 N ity , Bt N g i B
IJE % i N-GSDMD''"' , N-GSDMD J- B4 A 4l ifd
T T L], 5 3550 200 i 5 a7 P 486 o, e i R 240
i P 5 AT 3 S5 L T R AR S R 2
MR N JE TG LAY caspase-4/5/11 ZLf# GSDMD JE
J& N-GSDMD , 528 5 S 20 1t e o7 1 38 o, 51k
AR-1B(IL-1B) (ISR -18 (IL-18) MR fih K 4
i S
2.2.2 Wnt/B-catenin {55518 B 54T

IS A i, Jiki 25 23 P e i 5k 4 ) B 05 AT A0
NLRP3 R4E/IMA | caspase-1 #E— L9 G 1k, I &1
—FRAN RS EA AT R A, HRRIE, wR
GSDMSD AJ A5 % BHKT R TL-18 A TL-18 B REHL , i
BB BE A, T B3 1S 19 & A R e Wi
Luo 45" f£ MCAO/R #5221 /N B J 3, 4 )
caspase-1,GSDMD 4525 [ 1Y 3R 1K | BEAS Il 2 e 1 [X
BARRZE TT AR TS, /NI A0 B = AR R 42 R G b
WOE R AN, AT o AR A M1 BIAIT R M2 B
5T A& B, Wt/ B-catenin 18 1 A4 3075 7 BEAZ JH 15 1S
J5 /INBE S5 A0 L P 2 2R BT S8 R AL, 3 R 45 T L)
I 9 RE PR B0 R T, 2 T A Bl T e A A A
=10 YEIRIE, R B-catenin )3 72 35 BE W% 41 i
OGD/R #5519 NLRP3 ZAE/MAS TR T, I
caspase-1 IL-18  IL-18 & 15 | #1719 54 Bk 11 )5
2 RAE I AT FETE AL
2.3 SEMET

IRFENE I T 2 i 2o 8 T2 32 1 5 FCAR 45 5 54t
AU ) R TR BT B 4 B B TR IR R AR
T AR A 200 A RHE o 200 L 359 B O
o J 368 325 1 R 400 D N 2 DR
2.3.1 WHEHER TR HLH

RFEPEIA T AT AR T LA OG0 7, %
045 5 R A0 5 AE 8 H - 1/3 (receptor-interacting
protein kinase 1/3,RIPK1/3) JiE MR &% 2 G FE
5 1 ( mixed lineage kinase domin-like protein, MLKL)
AEHT, RIPKD ZESRFEPEIR T & A T, 2 0L
PICTZAB0E 5 , T ALY RIPK 7R 6L & AR T 454
ik 25 1 ( Fas-associating protein with a novel death
domain, FADD ) . caspase-8 F1 2 Bt K & [ 10
(caspase-10) MISE R E G W h i #H 55, EH =
caspase-8 [ 1F Ot T, RIPK1 #f— 5 8 55 9 R 1k



rp [ AR BE 22 A 2024 4F 10 A5 34 245 10 3] Chin J Comp Med, October 2024, Vol. 34, No. 10 141

RIPK3, & 1k J5 9 RIPK3 #] LA 5 MLKL 7%
e MLKL fE R T4 T 5 SO B 2 i, 23R 58
PEPRA TR ZORIAT A, W5 9 MLKL 2378 40 B |
T AL, 30 9 25 ikl , 51 & AR AE ™
2.3.2  Wnt/B-catenin {5 518 - 5 FEHE T T

TR R RPEPE R T2 5 1S 1 & A4 KR VIA
5%, RIPK1 #5] NEC-1 REME > MCAO /) LAY fili
FEBEARAR, DT Bl i B 40 r It 0052 . o) —
TR 5T % B, RIPK1 41044 550 AT AR IR BT A T AH 5C
AR IR F Wit/ B-catenin {55 518 [ B-catenin
AR IR Ak , d5c 28 U802 i 9 3 O e 3 P 22 T e ok
12, Xuan 552 E— 25 KB, RIPK 3041 557 AS AL
RERE I/ RIPK1 \RIPK3 Fil MLKL 2 11931k, ik v]
i Wnt/B-catenin/GSK-3B 155518 [ 1942 5, i
/0 40 3R BB M U T B 3 PR 4R (reactive oxygen
species, ROS) W74 HAT IS 5 IRIEME I T2 4H ¢
BT TR FE IR FE A U8 T i AL, 7T RE>
1RYT 1S S Z IR THE A
2.4 B

I A2 2 A A 7 T e L SR B N A 7 K
ANFNEREE 8 2o W e 9B 400400 B0AS 2 1) 40 L 2%
AR OR35S S RN A A7 Y — ol AL
2.4.1  HAMERYHLE]

AN A e R 2 L B W A R R
H ( mammalian target of rapamycin, mTOR) | EREE
KFE I 14 (polyclonal antibody, ATG14) | LC3 345 &
90 E BTG A (protein kinase A,PKA)  AMP EAk
T M P45 ( AMP-activated protein kinase, AMPK) LA
JFL B ) B Ih 5 R #UE H C1 ( mechanistic target
of rapamycin complex 1, mTORC1) #5585, A W
EAETT LB AMPK {5 53806 ™ (HIE % # mTOR i
PR o g A ER P JTRIRY e AR ER A
RGN R B IROT 4, B e I W e O A0 22 4
JHL P BP0 A 2 B A3 1, R T8 I A /IR
TR AR R OGHE R A A OC R (A0 LC3-11) 2 5
TRRBSEREAR A . RS, AWM T R
A T CE Wi B A, TR A MK AR
B /NG 1o WA ) T A AR AR R
SNCIRDE: & 1) R R DS IS S el W < O s S PR 1 e
b A ML 53, T S RS A0 4 A R A7 TG
2.4.2 AMEMER

FI AR Ry 200 i o AL, AL MR &
/oMb BV, B2 5 ME P& RE%

o KU i I A 90 55 22 Tl B 1) R AR VR i, BIFSE
JBR 8 3 3 PR AR 58 T 2k E RS BELIET mTORC AH G
A, /N UG M 2/ J5 40 8 i P 38 1
M2 %I mRNA (43325 8 2 H0m > , ph o vl L S
TR E WA DG B A T DU IR BT R T F I R
A T REIREE 1S 19 ARAE SN S ii4bt A AR B

2.4.3 Wnt/B-catenin {55 538 &5 W

TE 1S KA, i v AR R v T ik 240 1 DG v
AWOR G AIRERFIE FR o, N, 4 205 3 A
W ATL I , 300 3 e 200 L P %) 2 1 B R 200 i 85 R SR
AESE, DLW O S0 Y B AR R B = AR, TR
SRR SEAETE, 40 M A W] B8 23 i BE 0, =
HAREB IR EE RO T, — AR SMIF S A BE, 411
il B-catenin FIFEIK 5, LC3-TT B 7K Th 5, 33 4d W
B-catenin AEMEL T A1 JH 5 H W/ MBI IE R, 54k
C 4B 1 321K (receptor for activated C kinase 1,
RACK1) f2 WD 52 J7 5 5 5 1 ) %, RE 6 4ie i7F
Wnt/B-catenin {55l M . W58 & B, RACK1
5 LC3 AEARHIIF 338 1LC3 5 DvI2 K454, A
T3 3 1 S Dyl 2R PR
2.5 HRIET

BRAE T & LAk M 30, 4% D6 H IR ( glutathione,
GSH) #E ¥ | 4 bt H Bk i Ak ) 1§ 4 ( glutathione
peroxidase 4, GPX4) 23 [ROS GAE T LRRIAREE R R
R RHE R A AL T 2
2.5.1 BRICT-HIBILA]

BRIET 2 20 PN K T A B R A it
AAbGIR, TiFB Bk EA R (Fe ) R (Fe™ ) iFH
B, i (1 Fe™ 23 i@ id Fenton I ™A H 5,
IR A AL R R IE T B AR H A R
TREEE P, T DAL 40 Fe™ & Fe™ |, IRR I XA 17,
M7 1k ROS M A, GPX4 38 b3 5 i i it 42 Ak
YBij kR FE T, I REHOE T GSH, MR/ & &
PR I W) 32 A ( System Xe—) il 11 5 32 2 e 2 FR 4 7
GSH JK-F MifiliZ R Gt 2 FEPIET
2.5.2  Wnt/B-catenin {55518 i 5850 T

R Bk 22 BIF 5 2 BT 3 ok Wl s T UL P 3 - B
( phosphatidylino-sitol 3-kinase, PI3K ) /% [ # i B
(protein kinase B,PKB, tL#% AKt) 515 5 1% i 1%
A FRRIET, JE T B3 MCAO R RURE 7Y (1) #ih 22 R
AR AR QST R AR A SR CIE = 27 2
5 Wnt/B-catenin {551l B AE7E A DI RIK R,
BFSE K B A0 GSK-3B MY ik 4 F 3L B-
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catenin AN LR | OB GPX4 Fl'E % %
PR (ZO-1 I Claudin-5) /9335, 3 17 390 5 Bl 1l
E R ZE T I A B Eh R R BRI A
KF IS B R A A BRE 70 5 (3 B ETS T8k
LT 5 Wnt/B-catenin B HLTE 1S HH A 5T D,
HEARNE T KA FABLHIATS 8 oK B f
2.6 ZAT

1Z T (PANoptosis ) J& R AE A0 MIAE T 1) —FhIE
X, BA YR T AR T AR U T R R AR Y
HRIBET- 73, PANoptosis il % Hi 1% ZZ-DNA 25 &
FH 1(Z-DNA binding protein 1, ZBP1)  NLRP3,
ASC . FADD #1 RIPK1 . RIPK3 . caspase-1. caspase-8
R BRI R R, BEAR MACO i caspase-
1 ,caspase-3 ., caspase-8 ZE1Z JH T HE H Rk, fiE
HE /NS BT A0 L 1] M2 AL (R 4 | W] DA A% 2% fid
I /R Sz ocse T (HZ e 1S Oy
T 5570 4 Ja I 5 R Dk — 2 4R i —
MHLHS Wit/ B-catenin 5 538 FEFE IS IR,

3 FAEEBEFEETZEPEMLR

3.1 BATESHREEAT

AT RIRPEME T T R A A T A E R, B
IFEA A v & 45 AR W 1 T RE, (H A — 5 By Bk
%, Caspase ZZMWE TG T /& 75 B0 il L & RIPK1 Al
RIPK3 Z[H] A B A IS S 23005 A T 2 SR Ak
P EZFE Y Naito 5 £ MCAO 5184 rh
S PR, FE S T A e ot 84, P B AR R A AR
FEMEYR TS LA S A 1 47 , R 2o ) R
B IRBEE T 19 50, Bl S TAKL 7K 228 8T
REAR, SN A T, FeliiF o8 & 3L, RIPK /E 3R
FEMEPA T W DG HR AR 11, Hoby ) AR f R i 4 RIPK3 44
%% RIPK1 . FADD Hil caspase-8 I &2 &4 , Mt f2 17t
AT
3.2 BREMATSET

P T i , caspase-8 J2& AR AR ML IR FE M 0 T ) ke
U e KAl , JE A B RIPK1 Al MLKL 45/ 40
MufET-, FADD i@ad 0] MLKL 5 5 IR 5008 T
il caspase-8-GSDMD {8 P4 - Kz 240 i £5 T >k 931 By
ZBP1 A 'TNFR1 N i A S HE R 55 — T 5%
KL, RIPK1 B 905 H ZBP1 A ARFEE R T,
RIS NN S 1) 8 AR
3.3 £ET58%

W83 2o B e S RE /MR NLRP3 sl il L0

M A 98 A e b FEE T R AR, — 2855 T
FREAE A AT B W E MG, filn,
AMPK A] DLIE 33815 mTOR {5 51 2K 5% 0 [ | [+
B2 5 SRE RN I IR, IR B, 1 s ) 741
REAZ [ 1K A W 2 11 /K S I 3 £ T A O R A
NLRP3 .GSDM-N FI1%4f# ) caspase-1 B9 33k, AT
JIEE TG /R 4550
3.4 BE5AET

Xing 24 R FHHLET IR 97 MCAO K EUA R, ¥
i) LC3-11 FRIBAK T4 e, TS I Wil i 1
BT TR R, 9 — TG & B, B 45 e v
20 1.C3 Al Beclinl Y 7K FEAK, 11X — 4%
WA TAF S caspase-3 WG , T2 241 Y
T,
3.5 RETEHMEFMET

BIET-SHAMSE T R — PR, 05
PAT : erastin /E A& —FPERFET-30G 7, [RIREREAS 15
SaEET- . @5 A RIEAFERT, [
FRFET - Z B A B AER X — ik F2 ol BB J& i ROS
IR RIR SR QS IIAET . EAETIE T
JF A AN B S , GPX4 TE it 5 AN R 1) W SZ AR H
VT RAe , T fish & R AE T

4 BESREE

FURIT, anfar i 1S i R e il 1S 380
A R0 A2 42 Bk OG0 O i 75 e o 1) o M S TR R,
P S EAN TR LR Wnt/B-catenin {5 538 T 5 S
S50 e il 9 R AR SRR RO e i A5 4, kS B A
SR ER AR st T 5 7R 1S i s A
[ 00, JF R R AME (3R 1) (H =35 Z )
F R OC 2R 1 S W, TS A AE — i 1Y R BR 1 D&%
FIET )y AL TR BBy, HorP e T Fniz
PATTE 1S WFSE RN/ BET - IR AL T 45 8 Al
AR FE T B WA B9 T AR SRATI AR AT 5
ANE A FE T 7 2, A B T R BRIT 1S 1B
M. @HHT, Wnt/B-catenin 15 5 18 F7E 1S [HFFE
ARXT FE 5 (HAR e 20 I AR e PR BT T 0 AR B
WHoei /b, QUM 5 2 LU RL 5256 2 3, el 1
FHENIG RS A 5 B 58 1Y 8 5 0 £, A, 76 SR Al
ST R AT A M SE T 0 25 HAF 5 58
PRI AR IZHEE 20007 1S ),
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F1 PCD THUARYT IS BIMSCAEHIBLH

Table 1 Mechanism of PCD intervention in the treatment of IS

HMFET =
Cell death mode

T

Intervention

B

Outcome

0 fifp ST L T Sk A 4 0 o O R A O R B 52 R

23] TWS119140)

L/ AT S B

Alleviates oxidative stress, increases cerebral microvascular density, and

Drug inhibitor TWS119

protects the blood-brain barrier from ischemia/hypoxia induced damage in

cerebral ischemia rats.

ML plen] T BBB (5SS s I AR SE T AR L K s i s
Apoptosis Li Increased BBB integrity, reduced infarct size and reduced brain injury.
7 AR T RIS AERG N, WIRE] T OGD/R fil & iy SH-SYSY 4354 .
miR-641[4 Apoptosis and inflammation were increased, while OGD/R-triggered SH-SY5Y
cell damage was exacerbated.
907 200 L T N BT AR AR A, D B AT T A, 48 i 5 1) 27 > R AL
il oh Sy, ek e,
Pyroptosis PBM Inhibit pyrodeath and microglia polarization, reduce infarct size, improve
spatial learning and memory ability.
N T BBB A, MIF 050 7T LAE i RIPK1 S AR89l 2 i
BwEan oM aT R I BRI R A SE TR 2 T RE B
A2 By exacerbating BBB destruction, MIF inhibitors can reduce endothelial cell
SR BB T MIF death and neural dysfunction after brain injury through RIPK1 kinase-
. dependent pathways.
Necroptosis
CHIP 3 3R 3A W FEAK RIPK 1 RIPK3 Al MLKL (9335, 4% MCAO /N RU%
Hsp70 AHEAERE A ST,
CHIP CHIP overexpression can reduce the expression of RIPK1, RIPK3 and MLKL,
and alleviate the necrotic apoptosis induced by MCAO mice.
BAG3 i Fih i ¥ A I, B GE T MCAO /NRIH 2 D g i T
21 1 e Bel-2 SER AR SR 3051 AR PIAAEARRL I B T AN R
Autophagy BAG3 Overexpression of BAG3 significantly improved neural function, reduced infarct
volume and increased cell survival in MCAO mice by activating autophagy.
BRIET B— i BCP 18/ T OGD/R 551 ROS A= iURIEAR R
Ferroptosis BCP BCP reduces OGD/R-induced ROS production and iron accumulation.
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