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B4 25 & (cerebral ischemic stroke, CIS)
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K, BAmRRE, @BE. ST ENSE
RN . CIS FREALAIR J2 2 HF, Horh J00E 2k
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A rf gk R A R AR HE T KR IT B 0 EFRIPE N
W R SRR (T, IR _BVRYT CIS WUR B3, Wik
AR TR P IE O G2 0 E IOV IR AR ERREY
FaAS T GH M B R A 22 07 AR G2 4 A A B
52, [l NOD 52 1 #4281 S5 A AR 5C BE 1 3 (nod—
like receptor thermal protein domain
associated protein 3, NLRP3) #&JE/MAA S 2H it
BT FIREEHVIMEK, B35 CIS MkERED
P2, KRBT REREHNATT CIS MM /ESE A

F BT CL A M DS LR 4R ™ o R 2 40 A T A
P2 2R, AH R T A SR 00 R R =, AN BRI T4 A £

TR bR B B2 BR 25 81 (caspase—1) AR &
HFT TG UH, NS 5MRETTEESEY
NLRP3 i /M Je He B pL bl /D ik, HL I A 14
Tt BT R TS A0 B AR T R R H AR CIS 737
MU o PR A SO S B At S 36 30— 25 IH g e 4,
NLRP3 % 1/ IMEAN F A A TR R BRI S RIVATT CIS
P LENLI, B 72 5 B S 560 0t 70 32 (B0 Ak 4 A
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1 pRfET

O AR TDFE 1991 A — OB JE O T IR
™, 2009 4E, BERGSBAKEN T 2" “pyroptosis”
—IAfF AR Caspase—1 A SH2 7 I AE T 1 BB
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Caspase—1 R4 Mgz, Hith 2 Migi27r S
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1.1 ZHRE

2 A T2 MO AR B S R B RE MR R 4L, %
SiEMASE — M 2 BRARE B, B = A, 73l
SR ARG R IR 5] Z 44 (pattern recognition
PRR) . pro—Caspasel 54L& ASC
(apoptosis—associated
containing CARD, ASC), ¥+ PRR ZiEE K, /N
NLR. Pyrin Fl ALR ZXJ%. 4 NLR. ALR B pyrin £l
2% R M % 4 T B 3 (pathogen—associated
molecular patterns, PAMPs) Y45 15 #H 5¢ 4> F 1% 20
(damage—associated molecular patterns, DAMPs),
I A8 pyrin-pyrin S5 EAEHFESE ASC, 4
% Caspase-1 56 ASC, 58 B % E /N 1R 3807 A0 40
o M4E PPR RNIA, #RE/NAS A NLRPIL .
NLRP3. NLRC4. NATP. AIM2 I Pyrin"®. H: NLRP3
RAE DRI e T WU Z 10K NLRP3 Ui
N AL G I, Pro—Caspase-1 ¢ i 46 Oy & #4 1
Caspase~1, ‘B ABTYIHATEHE GSDMD, JERL C ¥ibH
& LERIRAN N iy R ALES R 4. GSDMD-N JE AL 77 1B 4
JRLHEE, T Rl a6 R L AL, T S50 M il R T e 1R - A
WEY, RAEMBET" . FK, Caspase-1 X IL-
1B TL-18 FUMRZEAT 2, TE RS TL-1BAT 1L-18,
IF4 GSDMD-N /3 1 FLIE B & oh
1.2 EZRHFFMEMIRE

H5Z MR ARNZ, FE MR~ HHE R
SE/MEREFRE . T Caspase—11(Caspase—4/5) AN[E]
T Caspase—1 7 B RAE/IMREOE 5 A, M2 B2
LPS) H % ¥wE
Caspase—4/5/11 i BIY) GSDMD JERLALRR, ‘T 254l
TR A . BEAR LPS JCikZ R TL-1pA TL-18 #if
BRI A T, (B GSDMD-N T BABEEh NLRP3 X1
P Caspase—1 FIEAL"™, (3R TL-1BA1 1L-18
PRI 4

54 W5 R BLAE R 2R BE R F o (tumor
necrosis factor-a, TNF-o) BAK T 2590 0 1 ¥R
Caspase—3 1J] #| GSDME, 7f # b 4 K ¥ B
(transforming growth factor—Bl, TGF-B1) Fif [
W% 1(transforming growth factor—p activated
TAKL) 41 1 5 75 & T, Caspase-8 1] #I
GSDMD'", ¥4 5k 40 fig £& 12 . Bk 4h, A 0F 50U 52 3F
Caspase MM FHIMET I, WK E B(granzyme B,

receptor,

speck-1like protein

¥ (lipopolysaccharide,

kinase 1,
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GzmB) A LLVEAY. Caspase—3 B E %871 GSDME 5 S:4M
MOEET-"Y . HAN, WRELHATAE R EURIEE A (granzyme
A, GzmA) o A] BL B2 E] GSDMB B4l kT sk 4",

2 §HRIETT CIS S4BT X HLH

AT 25 CIS T B T BRI fmE >, ik
ML), A SERERIZE, U ATP KA A, 20 i A
ANESF O, A AR Ak, KR KEE NSS4 e B PR K
fifr, FREEPE AT S BN M B BRI AL . T
BT RE NS EEERR AP LT, 1E Rt
. g A B, FLER KRR, A A,
TR h i Py B A5G, 1 RO T Bl B AR T
et 1 2 IR R M S LR K HE AR AT 3 B i 5 P A
5, InE R4 T, {515 RORE K AW s, I ZH 2452
o MR ), % O FEFEX R TBUH  DAMPs, &R 1
TN AR A ] R A R L P R At
JTZ FRIAM Toll #3214k (toll-like receptor,
TLR) « WUEME R RG22 Notch 3244k, 5l i
NLRP3 . IL-1BAI IL-18 W44 ¥ K& Ty, JF #0E
NLRP3 #RE/MARRIHEE™ | fe &, iEALH) Caspase—1 il
YY) GSDMD 5 FAMMIAET . FREEAM AR TR A,
RAERF IL-1BF1 TL-18 BB, B — R i 1
PERE S, AF1F WG 2 23 N TV 1 98 RE AR BA, s A% O f
FEIX i 4n s es = . LR 1.

CIS Rl TR R “H R Jums, & H{EN
GRS R Tk, T AR, BB R . BT, K
LA S 55 R AR 5T X8 IR BB s di sk 42 28 1
R PRSI AERRE AR A AT A B R s 2
FHIEEMEEMH L e K AE B & e yr
EH, EIRR RS CIS RIEMEAZE VIS, Hilid 2
5 RAETEARS NLRP3 28 RE/MA A T 20 AR T AH BLAE
FH, IXARBLH AT RNATT CIS 284, Z@E. 20
P RR R
2.1 STRPAT R MR MInARET

EFRVAYT CIS SiM5 N N & RE/K P 6, Hodhd
%+ NLRP3 #fiE/MAFT TL-1B IL-18 ZEJAE K 111
VA, T IR PR 32 A A T ) R A
2.1.1  EFHIEAT NLRP3 28 AE /MR 40 A 12

NLRP3 S JE /MAR AL P35 K s R 4y, & T
PRR ff)—Ff"" . — IR EE 2R, NLRP3 JE/MA
TG BB FE CIS Ja A& AR M /K i I hn E 72 B A
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1
[l N 1% 1006 A B NLRP3 RIS FESE 5 5% [ A4t B R VP73
SRS IR TR DA @ T I8 NLRP3 28 9iE
AN BRI GO AET o AT E" B A gAY
(middle cerebral artery occlusion, MCAO) K /&
55 A5 A 21 B g E 4 4H K B, NLRP3 . Caspase—1 #l
TL-1B 8 H ik WY s R 3, AR 00 H B AT A i o B IS
NLRP3 #5E/MABHLE Caspase—1 354k, #04] IL-1p7»
Wo, HRPUYN M AL T ARG AL S . X B 257 R B L A
X+ NLRP3 ff) i #2iF NLRP3 1|77 MCCI50. %A
FidEaR, HAERRT NLRP3 28 /M /Caspase—1 134
Ji £ T RT REAFAE HRT, AT R L R 37 fii 4H 23 i 4R
H
I A Ak W B A 38 BE W WIS % ARy (peroxisome
proliferator-activated receptor—y, PPAR—y) HJ i
P RN N, 2 55 M A5 43 1 ERAP LA ™. PPAR-
YRS WO 5 AT NLRP3 28E/MAE (L, BT f e s
(¥R A, BRI R A4 9 R & AR R . s ™ 2%
B Ol EHRAR 7 R TR R RE 8 LT ERER LA 51
f§i45 PPAR—yZRIETH 1, NLRP3 ik FRAR, Ml 17 i -
Peos BN R AL 23] e 2l i bR B2 BT PPAR—y

CIS M4 ETZ BEHXH

e WA 200 B A TR S
2. 1.2 EFREAT IR g AR T

Ao R 0L, /N R 4R R FBOR & TNF-a TL-1BAH
IL-6 SR RIFo B S A AR R T 1 /) ot 4 it 2
g M1 BN BT TL-1BF TL-18 U TR 5
MR AR AT, B A U AN B TE 2% 25 R TR M o 4
MR R TR R AT o /N5 4 PR R S R e o 4
LR TR A 4% 0 5 S50 M Ak I 3 P R AN B R AR R
T2 B RN T SR K IR AR AR A, RITBOR
KA, B 7RI R T LS
TEBEAG TNF-afi T iRy TL-4 FIFRIA, SR AR P 98 0E I Y,
WNEESETH AR, A& 2 AT RE . BA W7 R A
AT Y8 i P AL /0N P S5 240 PR P VS A, B AT A 2L 2
I8 98 PR 7K 1, 2 LB o) 7 i sk i, w7 4o 8 OR A 1
Fo LT J 2R3, e MCAO KB4 /1N
F B A ) ML R 70 (e d, 3 rLET S 52 P 4L 4 AT g
R TR T VR4 /0 S 200 1 2 A R 98 R K S 5

R TR W T A AL G P % i KT
vl %o 440 L T R TP 12 98 IR 1 TR L, e
IR AEE T VAT OIS $24E T BRI .
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2.2 SHRPATHEXERMARET

GSDMD 25 FI{E A 4HMI AT H NLRP3 S5/ MA(E 5
T % T U ) EE BN A, 2 T AN B AR T I B R
HEPITH . B R, L= GSDMD FI4IHR) LT
BERE IL-1BAT TL-18 SR &N I HIPUET IR
Ao A FC R B I S ) £ e 1K AR A 2 41
JE R P GSDMD 2K (A 308 53 N . BBk ek
kM B % 7 33 1% (cerebral ischemia—reperfusion
injury, CIRI) KB H 22 FI7KVE 7, K IR B 2H 24
GSDMD mRNA % GSDMD-N && 4R IA/KF34 R, H KR
P22 Ty R I S 50, o FEL T i 2L 2 R 4 4 AT
BEAL B AR TR &R (1 GSDMD SKSEHL) . EARY)
AIE S LA S GSDMD R AR L, H R ES
GSDMD & [ P14 1) 77 B 7R 45 A, B8R FH 6 R LR/
R A — ST

Caspase & IL-1P¥E{LBE G E AN, #iGtbr0
Caspase VJ#| GSDM Zjik i 48 H B & GSDM-N, 5 4
MAETIRA" . HRlBR T &3 GzmA A GzmB 7] LLE £
PIE| GSDM ZFKiE A, H AR AT IR E T E H
Caspase KRG VA" R I, HATH]
AL 4] MACO K fiF T [X Caspase—1 KA, 15 E M4l
L4, IF Halid g sRAE A RIS fe, KA T
YN ARBCR A Bk . S A W TR, AT R
Jii, Caspase—1. IL-1B. IL-18 K& TNF-aZRik#i &
/D, BB R LN A 2R P A B T AR 2 A K
W TANG Q 2R I Sk BRI A BB ML R0
I7 R BRI R LA 2 35 BOR, FTRE 2 ] Caspase-
3/8 HIBOE R KM AR ER . SEI RS R RE i
IS ST AR B R SGE N L 23454, (B H AT
WA PR T35 43 Caspase—1/3/8 HIHT 7%
2.3 SRIBT RSB AmET

W4 (reactive oxygen species, ROS) 7EAL{A
TEH IR 2 Bl AR B RS Al L f5 2 R S ik
R LIRS, 7228 KB ROS 5] g S Ak 87 451 35 i 2
41, ROS AILLBLIE NLRP3 A SMgifReET- iz, i
B L ER kT DL ) 2 B A T, S I i 2H 4R AR
P BT R IR AT VAT IR AR S RS T A i
TR R, PHI A 55 ROS, TRTEAI AR T
RIFMAEIER . (AR5 WML R, BT 1ils
KBRS ROS 7K B4, NLRP3 25 (A & iAJk/b, 15 W
FLER B k> ROS 174, #Hfi) NLRP3 £ 13RI, ot
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KRB MaRs. iEatEa affEa
(thioredoxin—interacting protein, TXNIP) N4
W H (thioredoxin, Trx) [ P Y& 1 $01 1 551, AT 40 1]
Trx JERRIEHARBUALTIRE, 2 NLRP3 #E/MA
BABHEAE, B ST, W R, BEFELA
A 4547 KBS, TXNIP. NLRP3 22 K fie 4 A1
FE T, gD, /N R BE AR RN, $Em
SR AT LAY 5 5 S0 R < ) TXNTP/NLRP3 3
PRA AR TIRAT, AT gk 20 4t a4 17
2.4 HRIEADEEFRERARET

g0 NS AR S A TR AR R UM R, A5 5 T
Wl NLRP3 /A, SR AET R AE . i
FW, GRS AR AT A TR AR . 2 IR AT
CUUE S I 4E P 40 R A AR S G IR A 20 . 8
TR R, T AT B T K R P 4 I B
RIBK, FARES 55T IREE, 4eF 4 RS AR s, i i
MR P BEHEE & T G V] fe 2l 4E+F
PRSI . M K5k &K 11 (angiotensin II, Ang
1) 25 20 f TR A5 R 25 T 52 00 L8 D R, BELBT Ang 11 fg
YA o L 5 o A T 9 R ) P ek 55 K
HE K P ZE R R IE R Ang 1T & H 24 S5 518
P IR, 8 I B R VSR I A 2R . H R
CUF S MR T S AN B FIREE A B R, 4
FRES RS Rt IRy I 2 21, (R b DU ) Tt kb 28 T
7 R SR AR T AR S A RIS B8 1 e b FR A DG s
WA
2.5 SHRET A B ARRE T

H W2 R TR —F, &S ME A RS
NLRP3 S /M R 2235 B A AR 9™ o il B, 400
W H 40 B AR T2 48 NLRP3 SORE/IMA 1S
DA B FE 9 N, RAR AR I AL SV ARt
SEEURDL, R BT VR BRI N B W AR DL R
W V% P, 0o ke P A B PR I R R A R 3
. AGSHMETETIMER, OF 255 5l 3 £
FFRT LA B R S4B AE TR BN 2, B E

RSB AE T S B MEAR Y — R 50 E 1 5236 T
ﬁ
3 IhEE

£3 b, BT R AN A5 NLRP3 SO0
/N T AR 5 A DR G A i P 2ORE KT R IRAR SRR
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H. 7% TXNIP/NLRP3 8BS E AL, MTTiEF
FOVH 2 M T R TR 28 RE A I PRI I A AR o
B A3 AL BT = SEIGHT 5O AR — e R R BR

P, SrEE HE R E AR A R 7 A R
JEMETERNATT CIS HIHK. Ji4bh, BHRIRE CIS 4

Mg T RS RTE NLRP3  Z8RE/AIMAA T 142, X HAh
BTN . Ak, A R — 5 T A T
mm%%ﬁ¢%§5%%%%t505%ﬂﬂzmm
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