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MMEET R RE/NMEFET T, SRR
A BEF RS Gasdermin-D(GSDMD) 1 7L i 4 .
el 298 o 2 L B0 B L A AR TR S R L R AR ) A
MR 1 #E T (programmed cell death, PCD)., 4 jifl
1) 25 5 RRYL RAE N N RE R, I
Y iEE S PRI A5 905 I A% 0 PR T R FE G BRAE H
MG IR A . GSDMD # 3iF 52 J /2 T i A2 g 4t
FIEY . MR E W50 . A SOR EE T e
IR . 3 HLHI SN SR 2 T #E A TR .
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e 1) W 40 i 52 30 5 A0 R P SR AR R T 4 4R
ANFEMFET: R B, HARAE 2 i g8 M 2 bk K 4 il A
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MR BIER A 5 LI S B30 i 8% G R N Y8 1 453 403 35 T
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B i BLF 20 it 2 90 4R ARML B GE 5%
caspase IR ) Z AFTE T AL Bl AR 55 W 7L 3 1 24
. ATV BT R, o AR 4R
T M5 1 A caspase-1/4/5/12 FE, WP EE
VA caspase-1/11/12 i 3, H v caspase-12 fE Rl A
LAY HAE ALK P BOIESE 5 B W A i 08 T B
M, B MR RAE R
1.1 caspase-l EEZHBETERZ
N BRI A AE TS B, AT P A il s e X
FEAE T 40 ML 5T v, A X o3 BT i 24 47 000, 5%
PAMP/# 15 M1 3¢ 45 F # 30 (damage associated
molecular pattern, DAMP) /& & i % 4 1 11 2
(homeostasis-altering molecular process, HAMP) H#i|
W, KRBT PRR S 8 SR SR By . v 4%
4 caspase-1 BiR 5 A T M SCHORL B 1, caspase-1
A K A RO/ [ Y p20 Fpl0 SEEE, A A
HAG )0 PR DU R AR ——caspase-1. JEUARIR
MAAEE G4, BIVREE/IMES . GSDMD | K4 %
MR LR caspase-1 UJ &I J5 1 B £ 2k (ND oK Sy
LR (O Ry, Hoh BAT g Bk B 19 N AR 3 7
DURE S P25 5 A0 IS AR B ar MR IE iR R
SSUEH. AR 10~21 nm ™Y FNLE M BEOR T B
WAHMNE 2 117 . 40 L BE B 2% SET- (K D

[F B}, caspase-1 T 4] %] IL-1p3 Fi 11.-18 A BT
R, TE RS TL-18 F0 TL-185 40 M B 4T FL )5
IL-18 I 1L-18 28 fhy fL 8 70 W BV 40 MO 4b . i ke R
RESCNE . POE HAB AN M B 1o A 7 A s
A7 JH b G 928 40 0 1 s AR I RO R S O

caspase-1 iy
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1.2 ZHRETEGEHEINREME RiE/NMEE
ZH5EARZENBEEANE Y, W AEZ KSR
P13k B RN & 1 =38 4. AR R R W) B
TR I e 2 45 R AF A 2200 . AE R B R E 1Y
PAMP .DAMP &% HAMP J5, )& N % PRR #1E
PR RAE MMEA R B, FEER L H A ASC;
— ok v, ASC A % mik BE 3k (pyridine, PYD) Fl
e KA Rl BE 4 45 M) 5 (caspase recruitment
CARD)2 D254 568, o A & 43 R AE /IMA
ANE% PYD' . ASC ifiid CARD jF 1k caspase,
HETT G W RAE SV . ARG Z AR R, AT
LUK 98 9 /MAS Sy 3 NLR S Ml ALR S5
1.2.1 NLR £# NLR &2 7 & By % 58 Mk
Z . 4 HTAE 5 GE 98 H AL 4% NLRP1, NLRP3,
NAIP-NLRC4 ,NLRP6 fil NLRP9b 4§ £ i i{ i .
ensfenshETgmr .

NLRP1 & 9 & 0 RAE/NME, T2 78
FAEMBERWE AT, —HSHARNE, X
£ T B NLRP1 f£ 7€ 3 Ff [ ¥ 45 #4 (NLRPla ~
lo), HEmsk= PYD™, #FZLIER ., A NLRP1
AL NLRP1 ¥ 07 55 54 150 0 0 28 46 4T 587 L 35 50
QTR E B . 5 JE HUFl Val-Bro-Pro — i S
SR FE B30 70 IF 15 A caspase-1, JH s AT
FEL L Okondo 25 BF 5T s+ JIA R £ A 61
FMJE . BNLRPL W& PEK IR B R R, IR S5 8 H S
PEXH NLRP1 B9 % ik % & 2 1 Zhong %" #F
JERN . fEBtZ PYD 454 (%) NLRPI 5878 (1) A #¥
. NLRPL % 6E /DM & 235 B 5 % 16 e, TL-18
ERAIEAN K BT, IESE PYD & A NLRP1 H
PG5 AN PE A O SR B

NATP-NLRC4 [F#f & A B2 A 5 2 5E /MA
il A% T30 T R R 22 M A A % TIT 8 0 R
iy, Horh 8% NAIPL RE 9 R B4 AEE 1,
NAIP2 gt U 5 8 B R R & 11, NAIPS Al
NAIP6 G % 5 51 #F £, 78 PRR 3 5 5 &
PAMP J5. 4 8 N A NLRC4 4% 3% 1k If 3% 4
ASC, 7ffk caspase-1, Bai& M AT EH ., Rauch
SO BB R AR e A R, BN B - R
[FIAEFETE NAIP-NLRCA RAGE/NMERIK, KA HS
53T i g HR g s R

domain,

NS

NLRP6 7 S i rh s ik . REMS U 20 i |
A AR A 22 I P P AT B A9 B B BE R (lipotechoic
acid, LTA) . 7EiHU 4 I s & MR 7 . NLRP6 5F
£ ASC, 1%k caspase-1, J8sh& #AET R IFK
IL-18 i = A f 4. mifE 00 LTA 5, ASC &
etk 4L caspase-11, #EIMIGAL caspase-1, [A) B} p= A
IL-18"", NLRPOb [l 7 5 3 1 5 41 g i 42 3% .
I i DHX-9 S 58 R0 B8 19 BUEE RNA L 2 R
SFIEAYISEE ASC, WAL caspase-1, J3 3%
BETTRA, H IL-18.IL-18 42 & 40 412,
JEAESE. NLRP6 Fl NLRPOb 15 iz J& e &% H 5 fo
92 VP B DI AH G o
1.2.2 AIM2 %% 4k AIM2 #5E/MEZ ALR
KW EBERAZ —, A ANRILA . @y A&
U ARAUEE DNA JRsh @ BTk e, L [FHF R 2
AN BRI E B AZ R P 91 o T 2 d e SRR S
ZEGAT AL RO RE R B AR L. Y DNA BEK /)
F 70 bp B BRGNS [ R VR A XUE
DNA, AIM2 U #7847 76 X i) . Man 257 fF 3¢
KB, AP B e EAE IEN- T B9FE 5 200 i
fitt . R AEE DNA 55 AIM2 458 8 A% IR 2 &
Yy, 354 ASC Jf 1 1k caspase-1, i sh&e iy fa T
w1 %; DNA J & W L7 IFN 25, 6E4% B3 b
AIM2 $U] . A& DNA 32 B2k U5 F 451 45 40 i 4% A
SRR, ORI ML BT A DNA 06 AIM2 524k,
Micco % UBF I8 UE S, 4 A% 8 58 54 1 Bk 26 1 ik O
Ja . AIM2 B R K 3 TR — ok i
ATIM2 [0 J2 38 2ok B i 3 g 5T i) DNA ke 52 3
g, (A Hu %5005 8], 52 j s B4 19 B 40 i
i, AIM2 7F 32 450 DNA B il 3% R ) 20 i 4% 9 88
Bl JA Bl AR T DA A0 A0 A A
L.2.3 whwe Ak 5 NLR Rl ALR A,
PYR JFAEME i PN AF S 8h. IEHIRE T,
ML N PYR 2 22 & R0 2 R R g 1
(PKC-related serine/threonine-protein kinase N1,
PKND Al PKN2 Btk . Wi i 14-3-3 & F i
PR, i PYD 3%, 7EANRMZE T, PKN 7 Z1E
—K% A Rho & ifi 5 H W AE T 454 PYD, 4
Rho &4 85 FH K6 J5 . B 1L 1 PYD i & PKN
AT B 380G . 554 ASC, Rsha iy iaet™,
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B kil 5tk dsDNA

& RhoWEEE
l HwE

1 caspase-1 T FHEBETERE

2 FEHEETRFENSTTFHSH

2.1 caspase-4/5 M caspase-11 TS RIE L s &
&R N caspase-4/5 5 R caspase-11
JE RE S A A, B IE S BT g RS B 45
HABIGEWIEAMFE . 5 caspase-l KA, FrE:
ERFE/INE AN, caspase-4/5 F caspase-11 ) {ij {4 i
REfE ELHE RN LPS A iy 145 k- 2- 46 A= O 4 -
3-H h-% g Bk A5 #% (oxidized 1-palmitoyl-2-arachi-
donoyl-sn-glycero-3-phosphorylcholine, ox-PAPC) &
T GRS RET, IIYHRIESS, caspase-11
Z BN RAENRFE S - W6 AT R M S G At
JEHEH . fEH T GSDMD Bt N Ko & C K i »
i 0 e i 2 FLE . [ % AR Y caspase-11 30T 5
) Panx1 i@ 38, %5 40 M55 W ATP JF 3G 4k
P2X7 Jp ¥ PG T UF caspase-1 BifK, J3 32
PR ToIRAR . R TL-18 A1 IL-18([& 2).

2.2 caspase XiEHEMM R SHET caspase K%K
BAESCAE M LB W b Tz A AE . Hod fE NSRRI A

A 14 R RO, NSRRI 11, o U
A4 Bt = caspase-4/5/10, T A 3 K 4 5t =
caspase-117%7, & £ S L MR 1Y caspase-1 FIE
% B ik 2 B caspase-4/5 4b, I F§ caspase-3.
caspase-8 & A Al B3 IR SE SR T R UIAH G .

caspase-3 38 K H 2R IR 5 5 R 30 1Y 40 i
FT IR A, BOA KRR T R E Y, 1
il g8 Ak 97 58 49 AL 1 P B R WL . Ding %85 S AIE
5%, caspase-3 A] il if GSDME fiff Ji7 A< 4b T i T ik
R e b e 20 B AR R LAl g £ Ty PCD i AR
flfi1iA & GSDME fE 25 GSDMD iy el i H . H
AU 5> F 24549 . RIS A & 5 caspase-3 #f [F] 1E
FAL S5 R, 16 1L Y caspase-3 Y) %] GSDME fifi
HAEE N N Ry Ml C Ko, fEAMMEE L EES
GSDMD R 4EH . HJE, Sarhan %2V Al Chen
U IN A . HUR caspase-3 R iF GSDME
A FRET R, SET ML, %R 40 HsE
TR AN HLAL,

caspase-8 JEAMIE A M P T R I I, T\l
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LIl RIKP3 it MLKL 4 S B 4 i R 56 . Gram
Sl JESE L caspase-8 A LI Z4f# GSDMD M 1 4
ST, BT HEAA B SN, Fritsch 2557 B 5T
7R, caspase-8 i A DLl i 78 M 57 40 8 42 1l 58 M
A S caspase-1, fEdEANMIAE T, AR
WIA K caspase-8 S5 AT 5 A IR 7[R i & A=
ST (W PRSI i it 07 N T R - R 1 OB K T

2.3 FEMETHRFHRENME NLRP3 ZIEL
HAE TR i RERAE/NME, e Z N2
F PAMP . HAMP F1 DAMP, 45 305 J5 . 4 4

BER VLR CATP FIE5 S A, 38 338 T 40 A I g
FL A T 22 4 M 2 D i A A 4 il R
LR b, NEK-7 J& B NLRP3 RAE /M (1 4 5
g%, [RIEF 2 NLRP3 0% A 8y . Ak
SEat 454 LRR % NLRP3 &4, NLRP3 4

HMEHBMERZMARN TS S, 0 MyD8S, 1-
RAK.ASKI1 4, ¥ iE Yy NLRP3 48 5E /M IS 1k
caspase-8, JABNEET IR ., WHMBIIEIN N . 5
T AL P RS AR B PR B ) T R Tl A 45 4
Ji P9 R 2 (DR % NLRP3 Ay,

B2 #RECHEZARE

3 GSDMD W&t 51ER

GSDMD & T2 1 L85y 7. Al j2 GSDM
FEMAREREED, TEAAQE.H WHiE LK
Fik, Liv FEIRF0IESL, AR F . GSD-
MD Hy 242 MR IR AL, Hd 43-aa 5 199-aa &
FEOR it 1) 45 F S AH 7% 4%, GSDMD B A 454 H
e, AW EE., RA L5 caspase 2L
J&» GSDMD A £x 7= A= H % 3% Jg BT 1) N oK i i 5
A BT C AR, N K o 55 F A% 41 MRS e A 00 i

J Pk UL st s i A A0 L R A R R B R R 45 6 . TR AR
ARG, HARLE 10~21 nm Z[H, @K
2 A R %) o P TR RS PN A A B Bk B R
i, [FEHESE Ca®' Py, 340 N B R S Bl
UM 7K . 20 A B P K 24 BT, Evavold 455
WFFRUESE , FEFLA AR 3D iy, 4 H B AT DAY
%, Liu WIS, Eg AT T, GS-
DMD 5 5 P45 6 B BB it H 2088 . BB 0% 3kt 4o 4t i
e ke B Ao, R0 A M s R S 9 GSDMID Y
N R s AT ] A 5 £ 00 T 18 P R P 450 43 1 5 1 4
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M ARFEVER . AgmiE s aiif. Bk, S22y
UYL s VR RRE SV, el /b 2H A 45 1 AL
il s X — S GSDMD SR .

GSDMD [7] B 2 8 45 9 201 I B e TL-18. IL-
18 My b I . Shi % BRI R . FERBR GSD-
MD (¥ 4 il o, TL-18 F1 IL-18 Rif 4 4K 4% AE 98 %
caspase-1 TG, [HIC WL IE W ¥ is 4 il .l itk
Al UL, GSDMD 14T fL g2 1L-18.1L-18 43 WA 1y
WELZAT

Fl 2015 4F Shi & 1 4> J& 4 4 07 3 A
GSDMD 2T 1y 8 0+ LAk . A G 5T H o8
¥, TE caspase-1 & LR 72 F caspase-4/5/11 JE &
MRS, R A WA T caspase-3/8 4 [A] A H
# 1% GSDMD. BT LI ERRE S, HE—2D 5%
TEETTH AN P R AR B BT TR A
Russo %" HE5Z, A GSDMD ) Z &M T %
iE S AT B BRI S B R K

GSDM ik & — e 45 2 L T GSDMD K 2
FIBT, BEAS P AR RIE T RYAT AL e, F2A gas-
dermin A, gasdermin B, gasdermin C, DFNA5 FlI
DENB59 JLFF, [k DFENB59 #b, GSDM %% #R A
A BT, BEEAE WIRY) B caspase YIH] 7 4=
WM N R s M C R, MRS FT 4L 06 M.
B IA B 58 IE 4 A 3 FF GSDM K % H %4 GSDMD
Mrhfe, HHEADRE N AU,

EAWFFE I . GSDMD I 11 Jo 40 i 5 7 4%
B Ah . AT ALG 1 R AR A DLl 57 A7 72 Chen
AL Wolf 25V Hl Evavold 2 BF 98 k. 76 A
UL AZ B R A L b SAE A B a0 TL-18 W) AAE AN
A Y0 SR i 3 /N L N e 112
B, 4 GSDMD g/ 0, RIFTFLIE R GS-
DMD K2 (40 i 246, MR FLE M T3 Ca®' Iy
TR 4 M B S AR B N IRy ik s B AR, &
R/ Y SNECT (R

4 BETHEXKR

4.1 MAETEREMER ETPIELFET
ZRR YRR Y, Wang 59U R, 16 H
AN 4 YL s A . DNA 50405 R 1 R
AWEMMEAETS, XA EE S AIM2 Fl NLRP3 %4
AN SOE A OG . 5 2 29 E B 405 7Y Jon B %% U1 AH
s Tan S5V BFIEUESL, 85 G 7 YL 7T L) 5
PO caspase-1 i N A% A0 I K A= B T, S il

IL-13 S RPEW BT, £ T 7 A i 72 bl 3 W] I 1y
RRAER, I 38 i Ak B R &R E s Kuriakose
SEUU RGBS R WL BOR B [ A 9 ZBP1/DAL fig
%38 o NLRP3 i 72 175 ff bl ek e 4 i & A= 51,
H B 5 KB iR R AE B . T AE HBV il HCV
SR SRR, A ok ] caspase-1 BH I 28 4t
FET AR, DT BE 5 T 5 0 20 R A v BRVE . SE
B 52 . DRI, AE AN () 288 781 9 D A Jo e o
o BT REE BURAFEEN,

FE T T DA Ao 2 i gk s e At A AE T A O ST B
IR, BB HLUARAIER . Costa 25 B 58 E
S, AIM2 RE %38 b i s e A i A T, i T HE A
ZE YR B L 9 B VG T RORD 45 A% e BUFF R . Car-
valho 25 R ST IR UESE . AL 45 A A2 B ek e i
T B W HE P SURN 5 0E BUPE N Y A AR HUBCS Y BB VLT
NLRP3 & e /IMA . 50 B gL 40 fd & AR fE e, |
FVE R EORFIVEA . Aachoui VT BHFSE R B, il
A& 5 PH T RN 28 [ 1 v 8 2R T TG TR JRk s 34 BB BB
caspase-11 fEH AN & A LT T AEEFLINE M A
RUVBE BRI b FErh iy T IR 20 ML B 2 - AP T
i NLRP3, ki & A g g,

2 £ T A R i I B R A L SRE BN T A
AL B H B A, caspase-3 4 5 B 40 Jf £E T
BN R HIV YL Rl CD4 T T 40 g 48 T 19 JR
K, i HIV g et #2 i cDNA # 5 51% 4L X g
VAN & A caspase-1 M Y 28 HiL 20 il £ 720,
Wang S5V BFIEIESE . FE AT B AT B 5 A& 10 LR
. A ZUE ARG B OO SORE /MR A0 i T
R TL-18 SE RAYEA BT, PR AME S - DT i
1% . Deng & ST @R, ASGEE bR 4 A
SMEGL NIRRT . B SRAMETRE, SRR
545 F5F B 0y g 52 1. Kofahi 485V i BF 5% M) 3¢
B, HCV Syl o 40 i £ T 0% I8 T Ik 40 i, 90 il
JHF- 248 Jf 33 5

Rathkey %% i) — 5 BF 55 E W1, 25 %) Necro-
sulfoamide 38 & #7 f] GSDMD (4T fLIEPE . &K KL
I AE /)N BRASE TR (8 4 3 B ] o 35K B oA Oy 2 5 T 200 i £
T TERE 259
4.2 WMEAETEME CYRIITSCIESS . e, H
B A E e LR B O SR AT e
FE T HE 108 3B 3 9100 ) e R A B R MG A, AR HOBE T
MIFEH . Zhang %Y B RF ST Bon . 78/ BRI
K &P, 3 k1) GSDME J: caspase-3
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R IER M T IR A LT, T A i
JEACHY 22 A~ GSDME 8745, 5 20 A~ 3 0L 1)
Aele e . 78 = BH Mk FL AR A4S 1 s A0 & P
B GSDME J& . i a8 40 i A= 4 ok B BA & bk
WESE GSDME 2 Jif g #10 ] [XL 5~ 40 M £ T 02 K 4%
MAE R EE R A 1 Wang %5 19 BF 58
R, TERAMUSARRE AN 5 g4 oK AUk g
i A 1R P b T AL P9 40 L ) GSDMA3, &0t =%
IRIT I . MR kB S A /N, IR B A T AR B MR e
PE SN T R TR AR . T A R IR T O T
Lian 255 BFGEIES2 . Ay 24 1 W47 )5 B L0 41 45
RENS 7= A= A0 W M 02 0 40 B A% RS it DNA, 306
AIM2 fi 3 40 M A5 T, A 0 00 o) 40 i 5 184 g 1 1
M. i Hu &5 BFFEIESE. k= AIM2 9/ B
PSR YT P . SR AIM2 A S04 R T 2
ALY K FEVE F ) 2 SR

4.3 MRETSHERAE ET RS 1 BB IRE
02 U PR & 6 B9 T B IN . Carlos 2557 BF 5%
WESE, 1 RUBE PR &0 MK T mDNA % NL-
RP3, iS4k AL FET, Bl IL-18
BRI B AN, 2 RUBE ARG b, ATy 2%
SN TL-18 HEUE S5 RE 08 B AR 5 R 2 AR R Wi
PR, IR R, X5 B B RAE SN 15 K R
RPN — 8, Sun UV AT F M, 7E
S ZHEHIRIAE P, NLRP3 fil caspase-1 B840
M= NLRP3 Fl caspase-1 fit 40 it ] H. A7 5 &5 19
[ 5 2% B, W] Bk ML AR X AT RE A R
Bensellam %5 BRI 48 . 585 1B 75 & 11 SE0IR
BB A M P NLRP3 3% AL I i 4 i d oy £
BERA i AR T TN R R 5 AT &
Tannantouni 257 i % B0 1 B IE 35 — W0 5, 7E I 0
PEHIRAERIE B R » NLRP3 il caspase-1 [ 363k T
TG BK .

20 A T 5 RO O ACRE B VIAE G . H ATIESRE
INF, ELAV #: % 4. IncRNA KCNQIOT1 % 3|
T NLRP3, A LMk isi. i
O WUAH A, 2 5 BOHE PR B0 E O LA 35 1) 2 22
JRIA s NLRP3, caspase-1,1L-1p & #2 [a] #£ 4 UE 52 78
W R B ) R R R R AR, (B TaE
NF-kB.p38 MAPK 4§ Z fl i) 51 14 2 5 B £F 4E b 1y
iR, HEAOR BAL AT T AR SE . TL-1B, 11
18 S RAEA T8 AT LA IR Jey 38 1 1M A5 45 4G, i il
EREEYERG I, A RE R PEY U XA R

S 175 RO DR 9 PR I RS A5 AR B o T TR i A 3 722 1)
SR B SE A

158 245 Wy e % 3 5 A [ 4 A 400 ) 20 B A T
Yang % RFSEIES: . — H QUK AT LA GSDMD
W PE N R 1 2R 3A . DA H 2 28 AT AL TG Pk ol
A TL-18 S5 RAVEA BT R, W05 5y 3 20 M 43
TR 8 32 /R 3% 15 Kawahara 27 59 BF 58 ) 2
7N A& SRR R A0 M b TL-18 335, 3 5 o4
ML ZRIE . s 48 51 R JIK AT fg 8 o 410 ) 1L-18 43 W
SR SIE S . FIRBESE SR, dH AR T RG
7R DRI K H T 2 i 1 v A A
4.4 WMMETEBSREMER RAE/MEZEH
ML A B P55 2 a0, IR RS T4 3ER
W HAE PRI 28 KR DG R 5 A B i M e
PR S AT RIS . YaiAr sy, B
SEARMH B B R AR M R EE R, W
Kahlenberg %" BF 55 & B, 41 M £ - 5 77 76 b ok
R AT S0 75 e 0 R B BT 1Y) R G M AT BE AR 1 R
KSBRGIRE B I E ., NLRP3 BB Al LA /)N
ST 208 Ve R AE VI . B HE Y A= A/ B 1 TR
IS T R 52 HE X R i Y B M. NLRP6 1
NLRPOb 4 UF 5% 5 /)N B4 5E 1 1 9 04 & 9 A7 6 5%
B Wang U Fil Levandowski ZEU A 57 M| A
9. NLRP 755 0 40 Jf A T 2 28 XU 56 1 R & 9k
1) 3 25 FRAIL
4.5 HRETSEBER SrEdBRREN
JoT . AR TR JE G A R RN PR B AR Ml %
w K R Bt g AOBE DR R B 5 RO R .
Dombrowski &7 JES2, 5T IRHAH . B
I BB K B A O B A0 i TP A7 7E DNA Bk, it
s ATM2 JE /NS, 8240 MRS i TL-18, Jim
TR R AE N . Kim 5 AR S5 Ah 475 45 7 o
KB, AIM2 fFTER R, I AIM2 E 2 52 ik
Jo W5 A2 450 5 MU FRA o AR AR B BT B, (HAE
KA BE B2 BAE O0 R . B KT ATM2 3 16 B i
K IL-13 SF RN BT BB RE W, X5
Koning &5 75 4= 5z M | 5 fil 1 2 4 i bk ok 5% 9%
S 725 A L UL B Y ATM2 5 3Gk, caspase-1
b, MMETBRRENTTWRLEARFA.
StojadinovicZE U WLEE 12 461 2 5 W 37 B A4 A PR 95
B EEHLE R, SAEGRIFMEEMEIL, &
A 3% BH A B 95 A8 40 i b ATM2 KSR &, Al
AIM2 2 35 FE K T 15t 97 1 A5 B[]
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4.6 ERMETSHMER He % BF5EIEsL,
AR TR R T T 30 Ao 8T NLRP3 34 4% fo 3 4% 40 M %%
AAETT, SR BRI AR R . R
M4 %8 A Z — [ Schnitzler Z5 G AF | ¥ 0k ik AH ¢
JEVHPE 25 B E S T M rp T 30 RO RS H R R E
PRI 5 caspase-1 /i Tt 1Y 28 ML 40 i £ T2 3% 42 4
H He Y pRF s KB, GLIL @ i 3% 5 41
Ji A TR ol S W L AN B BE T, AR ASC Al DL
WA R L DT U8R /)N BRI 3 ik 85

5 H#iE

F 2001 AR IR BLLIK . BP9 B & AE 2 f
o B AR BRAL R T A BLAR M AR T A . R TSRS
e T NZEX P B A, BORN T S i W 5T Y A
H ol AT AR A AR T i B P ST . A
MEA B . JRE /N D M PN A B S S A
Yy RERG Ry UM A5 ol L A A B AT ER
BEATEN M ZME S, B 22582
Tl SR RE B G 8 R 2 . caspase G5 A Ry 40 A 45
THARALFRAT . —J7 TG L GSDMD, i HH 54T
fLIEPE. 55— T W) IL-18.1L-18 2& R AR Y
Hifk, ff ., GSDMD 1 Jy £ T 1Y B 5 vk 4y
T HAT UG P BE B 210 40 o 2R A o [m) B i i R
I BRI A [R5 v B ) o o 40 7 s AR 4 BIL A
2 PRI R BIAME AT . (G T 40 M £ T A IE S AT A
V2 WA PR . AR R S B R /A
caspase ZJE M B . GSDM Z I o Ho Al il 5% i) HLAK
ER . LR a5 08 T | 20 M 0K 2 45 At 40 g 3T
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Pyroptosis regulation in inflammatory and tumor pathogenesis
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Abstract: Pyroptosis is a new research frontier and it plays key roles in inflammatory and immune response. Pyroptosis is

involved in the development of a variety of diseases. This review summarizes the up-to-date research progress on the mecha-

nisms of pyroptosis and pyroptosis-related diseases. providing a systematic and comprehensive overview of current knowledge

in pyroptosis.
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