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Research progress on the mechanisms of pyroptosis

in cerebral ischemia-reperfusion injury
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Abstract: Cerebral ischemia-reperfusion injury is one of the main causes of ischemic stroke and other diseases.
Oxidative stress, inflammation and cell pyroptosis caused by reperfusion significantly aggravate brain injury.
Pyroptosis, mediated by the activation of the NLRP3 inflammasome, involves Caspase-1-mediated cleavage of
GSDMD to form cell membrane pores, resulting in the release of inflammatory cytokines such as IL-1f and IL-18,
which further intensify inflammation and neuronal death. This review summarizes the mechanisms of pyroptosis in
cerebral ischemia-reperfusion injury and discusses potential therapeutic strategies to regulate pyroptosis by
inhibiting the activity of NLRP3, Caspase-1, and GSDMD, including the use of small molecule inhibitors and
natural products. Additionally, multi-target combination therapies, such as the combined use of anti-inflammatory
and antioxidant agents, have shown significant therapeutic potential. Future research should focus on optimizing the
specificity and functionality of these inhibitors and exploring the development of multifunctional nanocarriers and
gene-editing technologies to achieve intervention in multiple pathological mechanisms, thereby enhancing
therapeutic efficacy.
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MEEJFER 2 —. WAEIT I BRG0Pk & 1
Wi, AHFRREVE 51 R BT 0E s S A4 i At
TR FERG T HIT R, wmE IR A T TR,
AL FET: (pyroptosis) & —FiFE P HE4I AL T2 77 =,
BARZN I 90 [ SRR, IX 5 4 Hu i T AR IEA
Ao FETCH RAENMEBEOE, 2 AR E AR -1
(cysteine proteinase-1, Caspase-1) /5, Ffuid < &t
JK: % 1 D (Gasdermin D, GSDMD) 7E 4f g JE _F J% 1%,
FLIE, 5 S04 A I RN 9RE N R 1T AR
HIRIF FE 2R B, 4 R T I it of P 9 3 4 4%
HEAER, AUIMRE RRE B, 34T S0 4 40 i 56
T2, B kB B AR A 7 S i
PRI R, 7E M (reactive oxygen species, ROS).
MR =% B2 (adenosine triphosphate, ATP) F145 & 1
RSN EE(S S I0E NLRP3 J4E/IMA, B Caspase-1
#f#% GSDMD. FEJiif) GSDMD-N J B £ 41 ffu Ji

T LA, B 4 P A 2N 58 hE R R s
Xl S I e 1k M, S B 2 SOE A
SR F DALY, IR . R,
PR AR M R 0 O T AL IRIR T SR, B4
1] NLRP3 (NOD-like receptor family pyrin domain
containing 3) #&AE/IMALIE . Caspase-1 7541 GSDMD
RIE o AR SO GH P A A i s L PR A R 4 R AR
N HEAT i 2Rid (B 1),

1 ‘HRET

11 EXFHS
YT — MR R sE T, BAA
I T 240 B O T AR BRI AURE LR o AR T R AOE /A
PG, JEIT Caspase-1. Caspase4. Caspase-5 il Caspase-11
LERABNS V. HEE AR Caspase-1 2L fi#
GSDMD, F:Jift) GSDMD-N F B 7E 40 i 1 T i

IL-18

"‘.....°"N RElEAsE

IL-1g
000000004004l [/ 13' %
GSDMD  GSDMD-N / \\

Indirect!
actiivate ¢ & T,)T(E’ (B IL-18

NLRP3

.
>
- >
Inactive NLRP3 / % inflammasome
J oo
AsC

TSR T I K 2 A B ME S M2 T 945 . ROS. AN IATP. £5 i ATDAMPs R L FIfE L, B0
NLRP3 % /M, ZEEEASCH I, #EiM#iTCaspase-1. Caspase-1Zf#GSDMD, B GSDMD-N B, FEELN IR R
L, PHAMERR, MARAET . [RINREIL-18. IL-18%5 S RE/ U R, HE— P INE R ARE . DAMPs: 45475456
S THE; ASC: S CARDIITEHT HI BT S FEE ;. GSDMD: “SEEREAD; NLRP3: NodbfA2 44 5 ik pyrink # sk

1 #RREE T 78 X Bk i 73 4545 R Y (E FR AL
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fLiE, SRR, MAN SIS K58
FUBY JRE SN o BT 1) 30 35 R s PR 1 A5 2 (1)
PRARE N, IX 5 A MR T 5 6 % PR FN4E B IR AR AR
TR PRI At B T b ™ 40 B P8 T2 /2 Caspase-3
HI Caspase-7 /1511, To o MERFAE, M N AV B
FEALZETE BRI T2/, EH AT I 240 i B 20 PR 5 o
T 240 L R 0. ) A2 400 o 52 81 Jal) B2 4 5403 4% B8 A 38 2 1
SRR PN, MBI, A0 N AR
B, SERAERMN. MR, iR TI S &
IS 7 Hy TL-1B Al IL-18 55 2 4 1 40 B 8 -1 Fr) B il
gL, X7 I8 GSDMD FLIiE B i 2 41 i 4b,
WS AT i o 40 AN G B A, 3E— 2D TBOK JORE
B Pl Ak, T A T A R L A R T N
i SR AR G B AR G B 5 5, B R N
W54 40 2% 43T 45 20 (damage associated molecular
patterns, DAMPs), 5| % 5 Z4 ) 4 2 e oz U, X b
LA 75 95 L A 877 080 v b A Y, e o, P9 45
A v e PR P A T B R 2 5 B0 I 2 R4 0 AN T
k. Mz, BTN — PR A st T 7
X, BADREYE, RAEMERRE TR S, 5S40
P T AR SO 25 B S X ), L AE g B A B 8 rh
BIEAEEE L.
1.2 X®EST

YHRAET & —Fh EH SORE/MA, Caspase-1. Caspase4-
Caspase-5. Caspase-11 fll GSDMD 25 K5 7/ 5
MRS T e RIEMER —FZ2EHE
Y, BEW RGN W fER S T IR B AR .
NLRP3 20 S A 2 I RIEIMEZ —, "EREIEHE
ZMERE TG, 0 ATP. ST INH. A
ORI AR R 45 MY, B 5 I NLRP3 48 E /M
BT PYD 45 #J48, (pyrin domain) 8% Asc B Z FER
Wiz H (ASCHH ), Bl KRF>TEEY, Jfik
— 30 ¥E Caspase-1. Caspase-1 A& T2 F2 H i 5%
HE AN, EreREIFEIE GSDMD, [FH 4
&AL TL-1B A TL-18 &5 {2 2% 1 40 i D] 1~ Ji 24 JF B¢
8", GSDMD & £ T AT ¥, 3 N bt i B AR
Caspase-1 2 fif J5 ik N4 oS, TR Rk FLIE, 534
i MR 2R N S A, e 26 5] R A AR T A R B
RIE RN BR Caspase-1 #F, Caspase-4. Caspase-5 Fll
/INERUFP) Caspase-11 HAEAIAE T R FEEE/EH, X
LU BT FIRFRE NS B B4 B R 2 B (lipopolysaccharide,
LPS), J/EH IS /G 24% GSDMD, ST 1,
Caspase4 Fll Caspase-5 7E AARFFALLT/)NFR ) Caspase-11,
RETE ML LPS fR7E N B 42 9l K FE TS, [lih, X

Caspase & M BUIE &2 BRI EAF, HYsT
2 GSDMD 71 3 1) 4t fi 5 it ¢ A1 98 30 PR+ 8 Tl
GSDMD E AT AT E, HRME A1) N ¥
BRe S MM R 455, TERILIE, BIRAE 5E
s, 5IRANH A AN RN JRE S S T X — i
FEAN RIESZ B GL 40, 138 1 FE it DAMPs i3
— PSR LA, TR RORE N . £% B
W, MR TS R E/MA. Caspase ik & F A
GSDMD 5 84 TR 12 4k 72, X ey
TR & FRPATH M ETAE 5 &= HIR,
FE ] 58 BOX —RRIR A B At T 5 5

2 YRR T RYEIENLE

2.1 Caspase-1HJiF%E

Caspase-1 J& MO FE T B2 B o0 B I 2R 1l
HEmEESMme EEl e TETRRESBE.
Caspase-1 [ ¥0E & 224K 8 T 4 E /N 74 1 41 3¢,
NLRP3 HAE /N4 IR0 41 L A F 96 B2 15 5 (201 ATP,
ROS. 551 WA EAS S ) J5, @it PYD 4
M5 ASC EEH, JEHK TR EY. ASCHI
CARD 5 #0385 ) 14F — 20 8 55 3 0 Caspase-1, ¥
FNT SR R U AR i (. Gou &5 1
[P FL 27 Caspase-1 4713 I 40 Mo £5 T2 75 22 NLRP3
SERMENMAR AR, T EUAE A P T IL-18 A
IL-18 jiE i GSDMD 1 J5i it _F % R i FL BB i, 4k
M5l 2 R IE. Caspase-1 oI 2 AL AK #iT 4%
SiE NG, I8 B S IE R f]. Dong
S U R A AU g R R, SR RIRE R
(oxygen glucose deprivation/reperfusion, OGD/R) %
TN BT A B AT A 22 T A0 i AR T, IR o O
Caspase-1/GSDMD 15 5 18 i N #E40 fu $i 1, I H
Caspase-1 1 GSDMD A FJ BE #2 i dik IfiL F- 08 V7 Ji5 1)
TEITHE A . 2R Y PR A X7 AT A% Caspase-1
(s P, 8 a2 B BRL 15 5 4 ) DR SR R R
Caspase Il 555, X LEHHi| K+ E 4% Caspase-1
i, BUTHEREE /MRS, T Caspase-1
SV . RARP“ WD AN 22 3 3R 1 22 P I L B HIE S e
] Caspase-1 35, 7] BeiE L 4 55 40 Mo N 15 = 08
e AN D Rk s U, Ak, Caspase-1 5 HiA
2 B 56 T WL I AN 9 RE S B AH HAE L, Caspase-1 1)
BOEIE T LS FAET T, X—RAHMMILT
A S Caspase-3 Fll Caspase-7 HIHLE, BE— |
2 P 453 4% RN 98 0E S M. Caspase-1 i& 7] DL i 52 1
AU R 7 ORI S A BRI IEGE . S5 2 M RE
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M. 25 I, Caspase-1 FIBIE B A& E MEN T,
FLAM 8 2 Fh 9 R RSB s HoAth Caspase X
B 54, U Caspase-4. Caspase-5 1l Caspase-11,
TS T RAE DR B A AE A0 I £ b R i
PEH o X5 e IR AL 2L A Yooe T A AR T )
RAEFR & .
2.2 GSDMDHYF#E

GSDMD & 40 g £ T2 SR B AT &, FLAR AR
RIS AR A RE T PR EZ/EH . GSDMD
TEARZNGEE NG,  HAH Caspase-1. Caspase-4.
Caspase-5 5Y, Caspase-11 i f5, H N ¥ v Be A BE ik
N, FERRILIE, SRR R AT U2,
Caspase-1 & I8 i 78 i /N A (1) 30 Sk 24 i GSDMD
(1], T Caspase-4. Caspase-5 1 Caspase-11 1] DL H.#2
J& KN N TR LPS,  Jd 372 T NLRP3 48 E /) A B0
NTEERX -, FERENRER T 2 Rl
GSDMD 2RI 738, /N F- 47 S 24 K I Re
% B B30 1) GSDMD Y N i F B 55 20 i A 1) 45 45
AT BE G- A= T R A B 4% GSDMD ikt 2
— PR BT ITB, 2 M s 1 RORE RN NI
N GSDMD ISR ik . Lei 55 ¥ & B0
il NF-kB 15 ‘518 i 7] DA% 2 982> GSDMD (3£,
M B AR A PR AR T 1 K A2 . miRNA 5592w 5 RNA
1 7£ GSDMD K iA i # h y  H E M A, FrEn
miRNA 7] LLili i 5 GSDMD mRNA 454, i) JL
I, HEim P {% GSDMD f & [ /K. Shan %5
W AYE B KB, (R LL A AR 3R T LAl
i miR-325-3p/GSDMD il $1)1 il & 71 i o 40 B A T2
11 miR-21 F1 miR-30d #% &< I REFEHL ] GSDMD mRNA,
WO HAE A R ) Feak, sl TR . I
Gb, ARSI AR N AREDIRAS, . L
PO S BE IS, 3R O A O (E T g, (2
1 GSDMD (1) 35 ML ff . £ BRI P98 vE 4 45
ROS (177 A 145 B 1 i 2 B0l NLRP3 JO0E/MA,
M S5 GSDMD R TIR . Wu % Y
BB IE 25 AR, = 8 B 1 Aoy mT Ld i 4
il ROS/NLRP3 i3 () 4 [ A T SR OR47 fii o AL 7 VR
VERG 5 AR T RN J0E . X B8 A5 Y
B DR 2% 1R AT DATR] 4252 0 GSDMD (183 4 R 241 i
FECTIRR RS . A AR Tk A2 B i) DAMPs @ it
TN AR A A i A AR ) sz 4k, e int i #% GSDMD
(IR ITE RN, 2B O SO R SRR Ty R 2
RUIW X — B, B AE AT E AR R R A
DAMPs B BH i 3244645 5 197732, L/ GSDMD

M EOE FI2 R . 451, GSDMD 2. Hlil &
1K I 7 A A AR T PR SR B A . I8 I 0
GSDMD £, RFEILILFRIE . T4l S
RUPIRZ, LLEBHET DAMPs 5K %, ] 45 20
BETRRAESHE, ZXEIRFEITEANMOGRNE
AR TS RIBL ISR 7 AR, WOATTRHTY
0T T BEUAE AR S B0 Y 28 RE AN AR i 463 5 St 1
TEAERITT 7 o
2.3 RREMRRYIEE

FNE /N A AR T B R D ARy,
NLRP3 ZGRE/MARIT TR 2 FIRAY, FLR L
FEAMEAET LA U N E E . NLRP3 R MARTI
W22 MERE S I, XEE 58 2wl
RICAZRFE . ATP il P2X7 Z A 34 5 T
Hh i, ROS i i % A6 B i 1 2k O A4, 51K
NLRP3 {44 G A0 R SE AL 0 45 88 P it IR 4%
A LA R M N A8, iR EE NLRP3 48505 /M ) 3
o BUAN, VA B A R SRR TSP Al A0 240 5T o 9 SR
PRt RE BB NLRP3. 5 5 1) NLRP3 it
NOD %5 #44#, (nucleotide binding oligomerization domain,
NOD) 3% ASC ZEH, ASC ] PYD Z5#4J18 5 NLRP3
) PYD S A HAEH, MK TEEY. %
S EW it — P4 55 IS Caspase-1, i 2040 i £
TR 2. ASC B I 7E NLRP3 4% it /M [ 41 35 1 T
ReH AR OCHEER . ASC & —Fhi&ERc & H, H CARD
2E M1, (Caspase recruitment domain, CARD) F1 PYD
ZEMI ) 5 Caspase-1 fl NLRP3 454, 78 4iEHz
MR, TR S MA I IERZH 23S FIThRE K %5 . ASC
A K R &k, RO “specks”, £ 0N
Caspase-1, XY specks 7E & fl5i N7 ., J& NLRP3
RAREMRIEE bR £ 2 — BT, $0] ASC [ Zhign
A 25 BEL T 28 i /)N A 1) AL 2B R0, DA T 400 ) 400 i
FETT. Ma %5 PRI — L A AN/ 4 T A 7
H¥EH ASC 454, [HIrH 5 NLRP3 # Caspase-1
FIAHELAEH], AT RAE/MAThRE. B4k, ASC
P B8 TR e R 2 TR TR A A2 T 10 2 B iy L 3R B IR S RS
P, X LR R DU ] ASC BT RE. 4
NLRP3 5 5E /M A (1 5005 A2 Dol 20 i A T 1) L 7 vk
Z—, OHZF NLRP3 f|FI8 AB,  B4H5 7>
THED . RAAF=PRAE. Wu % P @) NLRP3
R S PR MCC950 T 1 i sk . PR VA 1)
NLRP3 SO /IMABIE A2 e T, 5 1, NLRP3
PORE/INA R B0 55 0 ) 2 20 R T T 4 ) O B FE
T, ASC HEBAE N IIE MR R O ERCEH,
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HIhRex T NLRP3 28 /IMA TG M 2 o0 B2, IR
A58 NLRP3 Fil ASC (1940 HAE FH K FL a2 AL,
AMONFEfRAI M AL T 2 R 2R, oIt
RO 2 RNIG T T IE T RE T 1845 .

3 YRRREETTERNERIN AT 1545 T I E

3.1 FESHH

TE R L PR E IR i A, R AR TSI
BLEIPE B 2 A A5 5 R 7 F4F . N,
WL AR 7 KERES, FEHROS fHGH
% . ROS & RIE/MABIE F EFRZ —, Eid
A LR ek, 51 R 2o ki DNA F1FH Al A
TRV FERG(E 5 IR AL, B B0k [ B2 S NLRP3 %
AE /M B, e Ah,  ATP A2 P BEVE LR s
NLRP3 #E/MARI GG 5. AN ATP @it P2X7
AR S TN, SN R TR T TR,
M E NLRP3® . 5 AR, PR 51k A 41 i
IR IE 2 B TR & ) DAMPs, iX4% DAMPs it
— B UE NLRP3 % /MA . 85 85 7 N I & 28 0E /D
WG A — AN EEE Y. BEFSIENSEE TN
TN T AN P TR, I A T K E
b AR Bk 2R R A 5 45 R A AR B 2, HE B
NLRP3 # Jit /M B 30E B gu i g T ik AR it
X PR TR T FREE SRR L, TR —A
TGRS ECE K Bl ) 4 2R RN 42 4 i AT
T, X—HEENESHESM T EHRURRE T i
Bl FEEVE R P AN B AR TR ZE LA, BN TR
FrE T AR AL T B AR . I R I L G
oy FRUE T, A R R O R S
F G RE o
32 RIERRK

TER R ML PR E B R, SO0 IR B A AR T
(1) 5 BERFAE, R BEIE A 2% DR AR ORI S 22 400
RS . AT RS, 1L Caspase-1 34
fit GSDMD, FJif#] GSDMD-N F Bt ik N\ 4 fifa fi5 T
FRALIE, FEAMBERE, Iy 90 T R s R
A B, IL-18 A IL-18 &3 A R, B
% 5 BRIBOK 20 [ b P Wei 25 BT aff 7t 45 31
R, IL-1B I8 5 IL-1 24k 454, G Fiffs 5
Wk, FECEZ MR, RN EE
PE, (REF SOEA ML R, T IL-18 Wi 5 2
gt Er, Rk IFN-y [7P=4, BE— 2B RO J0E &b
XL JE R FAMYAE J5 3075 S0 20 B S0 N, 38
T A 2 A AL ) 5 K = e s 4 R R I 45 4

B o H PR 2 i i B IA 98 L 14 F 2 2
BATE I AR AR RS R B AL, R
TG FNGEPE A, 20 D0 20 S35 05 0 98 RE SN
b5, EREANA R 5] B SO AL, 8 K
AR ANTE BRI RS, AbFRE T FISR AL M, BT
ZIRREN T, BB IORE v B BN Al
TE R R B RS CEAE ), BES SRR 26 R,
NAE S5 BRI A WP 4 R A AR K PR i gk 4L 2
RN SORETHIR P SR, 70 Ao ok ot 7 A 4 0
Ik P R S 1 O A S A A S S O R,
B A i R4 4, BHAS R AR . He & ™ &80
PRSI IL-1B FH IL-18 &5 48 A A 7 i 0d oA 40 738
SR, HE— D INRAE R, TR E BRI 5 I 5
W25, JEHAEE M ERGEOL R, XL
FFELIEBR ] RE S BUSPE SORE AR 2R AT M AR . [
b, A A AR T R A T I S S 2 9 i
I PR 40300 T B v, R e K S O B %
R PR OGAE S d s, AT DUA RO 2, ORY I
M, HERHEG.
3.3 AT HIEIF

STt 2 T U A R O T R T R AR R
SRKVRITIE 1, U AR v e FERE R R A R, SR
NLRP3 4 JiE /NMA. Caspase-1 1 GSDMD %5 5% 4 4y
T, BEWMBEMA LR B N AR 2 A
WHA IR, T H B 2 P i 77 78 B A5 2 v
JE B R UF AR . MCC950 A& — F =1 2 1) NLRP3 #])
i), I B A& T NLRP3 1) ATP By g1,
AT BEL b FCs k2 ks> 98 o s I RN A PR £ T 1)
ReA A Li 2 UL fideh i PR A 8 A R S A AR
HHIE BT MCC950 REf8 FEAK 205 7 /KF, ek pp
e, SEAEINRE. BAh, VX-765 &M
R[] Caspase-1 #1551, @it BHWT Caspase-1 ¥& VL)
/> GSDMD i, R MM EREME. VX-765 £ %
ol SOREVE AR B rpr B o R L P A, 3
FOLH B PR AT ER . Bl
HlFAh, R AR 4 M B T 07 R I B
KB F7. E 27 BEREAIE BA B3l #0 | NLRP3 48 i
ANPRIFTZH 25 A Ak, 535 H ] Caspase-1 3 7 &%
IL-1B 1 IL-18 HIREII, RIEFLR MM LR 1ER ),
FH S HIF 70 A8 5 7R 7 A0 S50 10 P E Y 45 44 1) B ) A 7Y
W, AR R IR MARRE, WA eI
HeEm L hRe U, BB NE PRI
WG, BAPR. PrEMUESE 2 FAEYE
M. FEHRIBIT IS NLRP3 2 E /MAFI Caspase-1
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BOTE PR, A AR AE T, A2 R Il PR 414 v
ol B E LAY ER . Huang 25 ™ 0 72 2R,
ZE R N AL B SRER 1K, ORI
i o B e B, DR MK, GE A Th R
AN, HAR KRN EY), R MREETFILSR
2% & TR B8 ((-)-epigallocatechin-3-gallate, EGCG)
R P 2 25 P S S A A R 4 A £
ORI AR E R i ™ X RKIR= )
JE ik 2 ML HI 6] NLRP3 28 5E/NMA . Caspase-1 #ll
GSDMD [ 1% , I 9 AE ANGHBAE T, LRI T 6
ZE R, /N A R AR S P AE S 1 4 B AR
o7 T R B T R B R FH A 5% @i i — i Ahix
SRR RIS A Th e, TR SR Rtk
SR PR AR, A B D i P ot P 4 17 S LA A D%
PR S HEHT VR T SR .
34 ZRASKERTRAMAL

% B UMK B IR YT N T R AE 3 T e . P
FE R BRI ). BRI TS 25
HHAPR . PrEMFIBEG AT U2 ME, 25
RTPURHE SRR, IR &7 AR . Rt
FURH, R AET ), WHhf| NLRP3
RAE/NAEBL Caspase-1 #1457, 7] LLAT 20080/ 41 il
FETRNGORE RN, AHECE A28 254, Wik B i
W B SRt R 2, ] DLk — b 98 5 ot
T O 4 328 20 MR (3R, kR A U A B Li
&5 PRI MCCO50 547t ¢ 25 Wik 4 A i X 25 b
TR RIEMAMEILT:, SGE T HAEDRE. BAEAT
FH R AR 77 AN 40 B AR T30 1) 77 B 8 J8 5 B B |
FE ek AL S SRN I SERE SR, PRI 4 M,
BB ERRITIE . A R ERTE
S52Wia T Mg, i 3k DR o 48 B i o sl )
KRB AET RN RN, BAMHRAPTE

g5y, W] LA RO A TR B .
Sb, BUEMFII4EAEER By N- S iR -5 40 i
FETMRGIR S A, wT DUE I > S A N, gt
DRI TT . S LR I S AL A 4 AT
M EZHURE E, ROS IR RS0 e 4 48 05 A 4R
T2, I8 AE ST AL RS B ROS T DL 8L
OGS 240 PR AT T, R A T AR R 1 DR A K
RN FEAYITRITH, Bt 2 AR DRk
20 K B [ B 4 e 22 S EAL AR, AR VR T RCR
A K AR TT LL[F] I 2 2 NLRP3 #I57 ST R 459
LA, R Ik BN AR, e 25
JEHR A RIETTROR BT AR, YRS
33 AR N ORIBR 72, IX AR AR A =
TEMREYIRIRIRE, e ReIE T 4 A 2 T2 1, SE
WA AR LSRG RS I, YA FEIER B, 45
bRk, 2 R AR T N 2T R A ik R I R
ERSO AT T S )T R AR AT TSR (R Do JE
RS FE R AR AR T JORE A AL N S 2 A B
PLl, ATCLE S A T ROR, R, g
MZTIRE. ARRIIBETERRE— BB G077 &
AN 248 R et DAS DA oG e i P R 453 5 %
ARSI iR TT P AL 2 2

4 NEHRE

1 e 3 T ok P L P A 0 v R A
H . 8% NLRP3 #5iE/MA, Caspase-1 A1 GSDMD
GRS T HIWEIT, AT RABRON T A 200 e B T A ik 5k
I P RE R R A E L . R T AU T #h &
RIE, LFBOREMAEITOIET:, #E— DA T 5%
o BERPXEEI: TR, ANy G2 At v Bk 1 15
IR RAL TR e T B, WO AR AT TSR 2y
YT RIEW T 7. 2 ABETRIT T R B

=1 LEGYR SRR HYIETT

2 7 5 1E AL
B B2 MCC950 NLRP3 %8 JiE /M1 1] 7514+
VX-765 Caspase-1 7K [ g 31181l 771 ™)
SESS]!- FIHINLRP3 SE /M 41285 R 41147
LR i I I FENLRP3 45E /IME I Caspase- 1 25 [ B0 ) 40 i A= 721
EGCG LI ATNLRP3 SORE MR ] SRE [ v
T 1 id PI3K/AKT/FoxO LR AZ A TollFF 52 AR 411 Rk, (s pi4
FORER
A2y MCC95055471 % 254k &1 il kDR SIE AN AET S, MOE AL T AEDY

U AR 7 0 4 A T A B
2 CRAP 77 R 20 D 4 7R BB 7 6

BRI, B R 2 e
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