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sky 5 & BT AR PG AR BT T R A B R A0 I kAR T 4
MIFET 1% B0 M A8 T A7 240 M R O 08 R AR - % £ 5 [
45 S DNA Jr BoAk , 24 iF A % 3 Fh 4 i 58 T 75 00 4
Mo & 1= 5 Jo A A 8, Hilbi BT /5 76 1997 4F & 1998 4,
TE WL A TR 0 TR % 5 W A 00 T g e R v e B
T B R e R 1 R A 2 R K % T 1 ( cysteinyl
aspartate specific proteinase 1, caspase — 1) ik, HiE
BZ RN AE 1= 7 3 A K3 T caspase — 3, T 2K T
caspase — 1471 ;1999 4 Hersh 55 i i w55 B 1 40 i
caspase — | PHITE MEANAEAE T, UEBA caspase — 1 A g
JE R 4 M FE T SR SEHE R . )5 Brennan
TE 2000 438 2 V0 1711 5 5 s 4 i A 1 52 46 v A [
FERBL T 1ZAET- 3 caspase — 1 B VIAH G | BB 1R
HZ A A M AE T 07 SO R T A0 U T, AT LA IR 40 i
JigE  NPEA T2 A0 2% caspase -3 & PARP A93E 1L, H
AW WA DNA K Bk 2001 4 Cookson #I Bren-
nan S ER LA TR Ar A kA st T YL &
BT AR T BE ST 4R R A . 2015 4F Gas-
dermin D A 2 T O BERON 8 A WAl , B2 TR T i
VERIBLE 25 58 31 B X 41 i A8 7 7 Ay BF 52
LA B %A SE ML (4 T g, 2018 4F 41 i BE T i 44 2 B
2> ( Nomenclature Committee on Cell Death, NCCD) &
SCHNMIAE T AR Gasdermin 25 1 58 W 52 B A A4
B LB 0 — AP an B 3E 12 5 32, 5 R M caspase B9 3
5 A A LRI AR, B AR A T A ML A8 T e



EaWigiaeil 202342 A 2% H2

- EZ A8 -

MCH g

20 M AT A M T S A B SR AL = R R PCD,
e 22 TE] 7 A A FE 25 2 R A A AR LA & A ]
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NPT (apoptosis ) 4l i JE 25 ¢ AIE 5 B0 A% 151 46 56T 22,
I 5 b K B TS S, HLA A /MR BT B, S A T
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T BB R AENLH A NOD B 5Z I (NLRs) o
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F, AR 3E 58 M /NR B9 21 2% R /MK (inflamma-
some) i 3 433%%5%*@5%,253)@@3{?@%% NLR 2 H
(NOD - containing protein — like receptors) 7% & H
T T M SERE S B H ASC (apoptotic — associated speck —
like protein containing CARD) I % % 2 B K & & R
EAW -1 R EH (pro — caspase — 1), ASC YE N
Lk B H 75T NLR 8 H ) pro — caspase — 1 [ 2,
SRR S AR /N 1A 19 21 B 52 AN TR] L 23 2 NLRP1 % 1
/A NLRP3 etk /MA ATM2 %4k /MA TPAF 44/
k. Hr NLRP1 R /M B TPAF 5 /Al DA
WA F 23k B ASC AT LA 5 pro — caspase — 1 %

F, R /IMA R — 2 mT LA N D SR R G 231
FEA (PAMPs ) FHB A5 AH 5C 73 8 20 ( DAMPs ) {5 5 1)
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caspase YJE| GSDMD — N ¥ & GSDMD - C ¥ = [8] 1Y
TV B B DT B C i Y B R AL, DAt
7% Gasdermin, Gasdermin B /E N —F 3T L &E A
AT DUTE 40 B b P Rl 2 RE M AL BT, S SO0 M b ik
24 M A 5 ) SR TG O R R SR, AR el
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caspase ZK % B SG IR A S 4 B 0R T Y O B 2R
BTN, BEAE WFIE A WIR A | caspase 22 1Y H:
fil T BE L B W A R, H AT E A caspase KIGA 16
AN P 91 e A v BEARARL, F2 2 LA N S i J 45 4
R[] 717 26 308 DA 0% M 0 il s A e, X
LA caspase — 1 WS i W A , 5 5 Z R 0% 1)
KK, caspase — 1 I R RN H M AN K
(IL) - 1B 4 (1ICE) % &8, H 5 1993 4 & M
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HETA AT 22 B caspase — 1/4/5/11
A — P A MR P BT MR caspase BYA[A] X
SET-HEM SEL MK KT caspase — 1 BY
M AL T 5 PR 22 B TR AR A N R B AR IR
PESE R AR 2 RIBCT , 28 1/IMA dH 2 6 AL, 28 1k /IMA T
AL JE¥ pro — caspase — 1 7% MG LA caspase — 1, IF
A MBA R 18 AL - 18 FERIEA Y
J5T F18) S B R T, DT 4 55 B 22 18 R P 40 i — 2 iR
RAEN , AN caspase —4/5 FIFRIRAY caspase —
11 2 sE T 07 PR o AR & R TR 48 BR 20 (Li-
popolysaccharide, LPS) A& #i 5 TLR4 A DL 1 4238 i
5 CARD ﬁjﬁ(caspase GLAE SRR ) 255 NG caspase —
4/5/110018:19] o WL ERY caspase —4/5/11 [&] &£ 7T A
T Y E R GSDMD i J5 % C s 5 iR 5 N 45
P35 85, B R N Ui 45 K4 3, % Bk GSDMD 1) 1 & i
HPE . 2015 4 WF 58 F L A B & E H 1
(pannexin — 1, Panx — 1) % JIf% 3 i W2 0% BB 32 (K 8 A
P2X7 ( purinergic receptor P2X ligand — gated ion chan-
nel 7) 7El 28 Bk £ vh R 45 R T S AR YL b
A WE5E KB caspase — 3 A LLid 1L Y] #| GSDME Jf 51
KT,

Gasdermins 5% J& — JS 7 20 JfL £ T2 A9 T iF 38 2%
RIEWEERMRAITILREME B KK, 15 Gas-
dermin — A ( GSDMA ) , Gasdermin — B( GSDMB) | Gas-
dermin — C ( GSDMC) , Gasdermin — D ( GSDMD ) . Gas-
dermin — E ( GSDME/DFNAS5 ) #1 Pejvakin ( PJVK/
DFNB59) , H:rf' GSDMD K GSDME 7540 it f5 7= rf %
P EZAEM, GSDMD /Y N i HAT i 24k, C 35 N
e B RE T A G MG A R EFEAEM, 4
caspase WAk)E T iS GSDMD i@k B S, iZ N
Ui 4 A6 Sl BT AR B AT LAY AE T, T S5 25 20 i L TR
TR, 20 B AN VB 2 i B AL, A N A IL - 18
A IL - 18 SEREHL , DTS I B R AL R, 51 % 40
Mgz,
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TC R 9 P RN 2 1R 22 16 DR B I 5 0 19 SRR A
SLE J LN 485 ML 19 < 3, T UG i LN A 4% 5
PE, OA R AN AT FE SLE M LN %90 & B
R EZEERN, R AT RN RS LR
e 1) —FP R LY B SEAIE S5, NLRP3 4 i
B S DA R A S TR caspase —1 A5 F 41 i A
FIL -1 A1 1L - 18 By Rk, 3 Gasdermin D 4 7
MBOETEM AT #E LN B TR 5 BN R
)2 40 L NLRP3 R /MA S caspase — 1 /1 7 |
B p20 B E , A0 NLRP3 B 336 AT LAk 2> R
P98 IL — 1B | caspase — 1 AYZRIE 2 40 M 46 405 1 2R
IR 7= A 24

2011 4 Kahlenberg 55 75 5 HE P B R 06 K 41 21
K 2] NLRP3 | caspase — 1 ALY 1L — 18 3 35 Y 3
T ARIR X — A SR G /IR TS B AT B A T
() % A MO 4, 2013 4RI B4 & B SLE 3
R IR A1 I A0 R 475 I A% (neutrophil extracellu-
lar traps, NETs) 34 % 7] # & 5 G 40 fg + %) NLRP3
A B caspase — 1 BTG AL TL - 18 Al IL - 18 Ay
B, 5 S A AR TR P AR L - 18 REAE TR IRGE &
NETs, fE3H I SLE A9 % J& K 28 B #iE ', 2014 4F
Kahlenberg %" 38 it 1 — 4 4 £ R 9 /N BRUBE R, %
Bk = R /N H MK caspase — 1 F /D BN F B
SLE Al LN fJAEAR . 76 LN ", Pim — 1 A] DA#IE NL-
RP3 M/ S 3508 7738 B 19 iF— 25 16 Ak T 78 DT ER
Pim - 1 FEF A9 2 e H NLRP3  caspase — 1, p20 %
IL — 13 B9 P 0 B S BRI, 3 R AR 4R s 1 4 L FE 1
i ORE 7E SLE K& LN & 5 ML b i 51 AR Y
WA H HE HAFE LN R OR AL 2 73 B 76 M 1 3
S, FE T AN ALY T PR A T BE S S BURIE R K R
5 [ P A B IR o T 7 i — 2 HE sl SLE 19 &
R (£ B S Ui e s i A 97 O e
HESE

Lt 2]

Y fE Tk BRI A 38 6 AR AR T
SCATHE R X HATRE , BEE XA AE T TR
WA, 1 T BIL ) 30 37 B B, R et k9 3 P 4 i
T A6 VR 22 B G B KO LA R 0 R R AL v B R T
I, FARAX TR SET MRS R,
S ) 240 B A T A ek B RO I 0 AR T A M Y T
A TR — R A I IR TR YT R L ROk I B 5
Al LLEFRXT caspase BY3G AL )2 5 GSDMD B9 B3 1E
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