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1 Pyroptosis {4 A6 &

Pyroptosis +& 1992 4F Zychlinsky et AV ERE
Wik 20 9 15 € 00 1) TR RS G i & I — Fh AE T2 07
o WFFEE IR AN AL 177 205 g i T HA A
SEHH ] A HFAE , 0 DNA i Bedb A% e 4 S A 1 40
JE I T2 IS Caspase) |, PRI e ) i 44 X FHAE T 07
AP T( Apoptosis) o Fifif5 s X LT 7 M6
T Caspase , #f— DA il 7s & A0 ML T2 7 Joa
BIX Gl I F 2010 4F 1E 2 Ay &4 S “Pyroptosis” 5
“Pyro B8 Ky K ( five) , W RIXFRAHMIZE T )7 X 1Y S AE
FHIE  “prosis” N T [ ( failing) , FIH AT 7158
T-ARIEAAVCHEL > . Pyroptosis 3 H & 48 4 1 2 fa 5
T2, HE a5 i Caspase- 2H A R AEAE S 40
BRI 98 AF 4H ML DX 11 28 B /1 4B ( interleukin—
1B, IL4B) # H 40 g 4 48 ( interleukin8, IL-
18) ¥

2 Pyroptosis 4TS FHEFME AR FUA T IR

Pyroptosis 7641} B 2% b A0 4 fitg 8 T« Necropto—
sis AEM R AL 1) o M T80 % LS
B BTV A A% [ 45 DNA J B Ak [R] I A Bt o O 1
AT B T A0 M A B DO 4 Bt 40 e ek O 4
I~ 240 e B R Tl A il T O O 5 | RS AR
SR SR F IR LT A & A

%1 Pyroptosis 5 Apoptosis & Necroptosis i bt %
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T, MRS BOBFSE o 20 MO P BE 138 fL 45
He# T 2 R A0 B AE B & 4 ( receptor-interacting
protein 1, RIP1) F15Z K40 B AE H & 13 ( receptor—
interacting protein 3, RIP3) it il FE/E 1EERAE ( Ne—
croptosis) AIKH T Caspased BYFE P 4L T ( Pyrop—
tosis) o ELAZAHMIIE K Pyroptosis (Y 3 ZEHRF 1 A 4l
R 2 e B I AL AN M b PRGETE A 1 ~2 nm £LAR
(4L Bt J TR T LB A 8 1) 240 i 90 3 455 0 £ Bt
Y0 AR VR A K20 PR K 3k L A T AR 3 8
PEANNL P T TLAB Al TLA8 Ao Rei ™ (1 1) . A
20 B 8 T P A A DR AR S8 B[], B Pyroptosis 4
YL P 4 L 3 9 A K 4 A A 38 T AR TR R ik
477V BlE DNA % 2E i Befl, Of i TUNEL %
6171 R DNA - BB B 0 2 65 [ 38 FE 0 A
=

Pyroptosis 4fi ifs A7 JLA W1 W RFAE 5 40 4 °F - 26
— LFFET 5 At RAETE Caspase- /2 /Y, JF
H T2 Caspase-d (1% [ /K fife il 1 P 11 AN 5 4R
FIT A 33 DI PR 28—, RAEVE Caspase J{TR &
AN I S/NL, /N1 B R PTFD EtBr
AT LAHE AR PN O X A G o B 0 i 37, 4%

TS 5~ MK AR A A PR 5 1 7S 200 i ik 0 20 i i -
&5 =, Pyroptosis & 4= if DNA % 2E J Be A I fiE £
TUNEL 45,

3 Pyroptosis ##iE B2 FHLE

s D A 0 5 A R AT 1) BE R SF 1 434
Fag , AN 220 S JUROWE AR L TR 1) I8 B 22 W SR S8 R g
JEAH 43 T 15 X ( pathogen-associated molecular pat—
terns, PAMP) o AN[a] (14955 Ji 3w A= 00 30 A 40 i I gk
LR PR5F PAMP 68 73 5l 4 A [ 1) g J U1 32
( pattern recognition receptors, PRRs) ffiR 5. JH
B TRES & S RAL S 52 44 ( nucleotide-binding
and oligomerization domain-ikereceptors, NLRs) &%
PN A S5k . FE NSRRI b E R 22 4
NLRs 1. NLRs 8 F & A7 L[ A 254 35, 73531 h
WEAT RS A S T AL X 358 I R B 11 g4 55 45 4 3k
P A Z5H I pyrin domain, PYD) FIe & 5222 1Y
HEFHNHMR . HEMFE VR Z AR IR G5
AL GE R BREZ R 1 A1 3( NLR family pyrin do—
main containing 1,3 ,NLRP1 I NLRP3) M BR%E &
5E B AL 45 A BURE 32 /K & 11 4( NLR family CARD
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domain containing 4, NLRC4) A% R 455 5 B ke
%K ( nucleotide binding oligomerization domain con—
taining 1,NOD1) 4 NLRs & [ -
3.1 REEMMARRBFENSG  —5m R e
W fal A5 T i ARG i RSy B 2 145 1
PAMP figfi2 9 NLRs 2 Bl . NLRs £ FHUx
SEfE {5 S5, it NLRs 25 FLAY PYD 2544 5 4
T-AH = BE S5 FE 25 H ( apoptotic speck-ike protein con—
taining a caspase recruitment domain, ASC) ffJ PYD %%
¥ G o PYD-PYD A EAE IR 77 e . #k2
F ASC & A 2 bt K 2 il #b 78 45 4 38 ( caspase re—
cruitment domain, CARD) #1 PYD Zi#y. [ 5 ASC
i@t CARD-CARD #H H.4E I #4 5% Caspase-d Fij {4
XA R ZIE W — R o> 7 B RAE R L5 -
Caspase— I FHHAE PR A 5 2 DR IR % kil i B 36
SUPIIE O IR L P10/P20 — R4k W1k
Caspase- X} IL- B FijfA( prodL-AB) Al IL18 FijfAk
(prodL-8) FEATE Y], e I LS S RE 14 240 it
R~ TLAB I TLA8 . 3 8 SR AE PR 1T 4% 4 922
20 T 33K G PR SR A T BRI 1) o
3.2 Caspased BiENHI X INEE Caspases 7E 41 fif
JE T Pyroptosis H & 1% T 48E1EF , Caspases LLJG
T ME R BUAAA AR T 40 B b )Tl i H B Caspases 25
HIEBT D) AT o Caspase- 2 s 1 i e B FI 48 72
i) Caspases, K HZ 5 prodLd B MBS Ul A 44 A
LB ARG " L R 22K cDNA g B d 45 4
ILAB # 4k ( ILH4B converting enzyme, ICE) R
44 ku B Caspased @1 10 ku Ay CARD %5 #y I
( Caspase HYIIE FIFASEAS L) — >IR3 ( p20)
F—A/NE I ( pl0) 2H 4. /)N E Caspased H 6 4>
BIPIAL A, BYY) D103 5 D122 437 x5 RE RS B JC 17 14 iy
) CARD 4% #4385k, 1 55 4] D296+ D308 D313 il
D314 o7 53 W0 BEAE AL TG pl0 1 p20 S5F B G
f) Caspase-l H F& 47 87 UI i CARD 45 4 35 I
p20p10 FH A 16 1 BBl , AT Caspase- 3T
& Pyroptosis JET- 1 fx FZ 47 IE. BRI KK ICE
REIS A0 M IR T, SR 17 Caspase I A2 5 41 g I
T, Caspase- {2 1) /)N FROGF 4 L 0 T2 F & 5 1A 5%
Wi B Caspase- 7EARMBIA T P ECA R .
Caspase- PYIIREMZ: 5T 1Y Caspase 7EHE
A Az P R I RESE L ARAKSF- B0 I T2 Caspase
Al ABH (E 40 AR AE T, VR4 B 40 M AT T 410 jg 18 58 A4y
Ak, 142 1 A 220k B 40 8 ( dendritic cell, DC) Y,
A AR Caspase — 1 AT AN A K

SO P DA TR A R RS 5 8 M 4 i PR AR A
FHo 4 Caspased BT 88 i) — & BU{H J5 , 40 i & A=
Pyroptosis B 41 N 2 0 VL 43 T2 5 06 T
fY) Caspase 1 Caspase-3 «Caspase-6 £l Caspase-8 I Ff:
A~2%Y Pyroptosis. 31 HZ 511 Caspase R4
4n ADP-ribose £ ICAD ¥E Pyroptosis H1 3% H & 5
KA. feJa Pyroptosis 4l g I 1% 4 8 3 78
LR AR T R AN R o BEBOR WO 1
Caspase. K#l437<TF Pyroptosis HYHF 5T AR J& 15 H I
A b EAT 09, H A7E RN B B 4E e FD DC
FER B i 78 K #fi T Caspased [ Pyroptosis 4L
T BRI Caspase 7 HL T 40 I 0 £ 5% 240 i A
1 b Bz A b o 2 (H I ANTE A ik Se 41 il 2 5 7R
976 S5 B AT %2 2 Pyroptosis ™ o /N B 1 4 i
WIS FHSEEALRY Caspased 5RIEKE BWLES 4
BIEWRIERE Seaas . BRE £ME
LB RIEARE S Y, X 8655 5 )i NLRPTNL-
RP3.NLRC4 &\ AIM2 525 [ 6 i L R AE R E &
I

H AR 200 2 AE 1A% Fl Pyroptosis FY BT
#hJ2iz ] Caspase- BRER/INER, S W13 B 2k 178 B
I T HISE TS0 RER) Caspased 1o {H B BFE
WARTE R R Caspase-d1 /N, R A 14 AR AL
I BT 5 2 A g Hh 75 5 A L DXL 7 A R L Pyrop—
tosis 1 Caspase-1 1 7 B CHEAE I ™ o ML R 1Y
IR AF S AT, 408 A 5 BE AT LU GE o s
Caspase- , 7] DL i 4 i6 Caspase- 1 1755 41 fifd
K H: Pyroptosis, [H{R5E Caspase-11 #7519 L {E 5
AR . [R] IR 26 5 340 M A& A Pyroptosis 1Y
Caspase YBIYIEY) A . Caspased FfAZ 5/
FR, Caspase-1 175 5 A9 4l ifi Pyroptosis, {H Caspase 1
At F NLRP3.ASC il Caspase- 21 Ji I 48 5 AR 42
PEAE S AT 2 M X 5~ prodL- B I pro- L8 Ay 85T Y],
HF T IR 730 WA [F], Caspase- 1 45 40 )i % A=
Pyroptosis AN 75 B NLRP3 48 4 4K (19 036, 4 7
Caspase- #4619 % i 1K X 5], Kayagaki et al 2
Caspase-1 WG 4 SEAE AR by 28 1K) S8 SE ARG , T
Caspase 1 I B SREARFR hy AF 28 LA RE AT -
3.3 FARREGEEWHIEILF RIEIE A
Y1J& Caspased W& TR F- 6, HETE 2855
B RIEEE GV X EERIEIR L S W &
3 FPE A, Sl Y 2 1 (40 NLRs. AIM2. RIGH
) B ASC RN 43 F pro—caspased o V£
RIERARZES A CARD Fil PYD S5 ks i $ 3k 8 1
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ASC,iZ&E ML CARD-CARD F11 PYD-PYD 2% #4 &,
HEAER I R EAMS A ™ o ASC @il
CARD-CARD Z5#438(4H 5% procaspase- il ASC 454
TE R R AR, B J5 H 3R 28 FI B 5T U] pro-—caspased fy
pl10 Fl p20 P EE. 175G Y Caspased B 5 37 1)
pro—ILA B Fl pro— IL48 A a1y IL4 B F1 1L48 Jf:
1753400 & 4 Pyroptosis.

NLRP3 4EhE 42 B A5 5 2 10— 5 AR
HAVF 2 PAMPs BT, Q04 jfg s ATP. FR IR« 9 5
DNA FI RNA 2. #Xifi NLRP3 & 5 JUiX 4 2 /Y
PAMPs ({5 S HLIE AR AT, 7] B8 2 1 3240 i i —
A H e E AR AR F B s . B
N RTE/IN B W 4 i NLRP3 58 AE (AT 5 2
U E S Pl NLRP3 KL R 7 3 26 41 fifg v ¢
RN, BT USSR (2 2 NF«B {5
53E PG NLRP3 3R iK. B 5 06 M5 % 08 i
PAMP 45755 NLRs 4 3£ R AL, 40 5¢ ASCLisfk
Caspase- JE RIS W) WL RAEE I &
Y75 T 20 LR TS A E 400 L IR - O % S A R
Pyroptosis.

NLRC4 # [ W) % — 9 33 9l 40 1 HE 6 28 A
(flagellin) 1 1T RS2 38 RGENLST o BARBE prodl—-
18 M 4 3L FE 1 ASC, R 1M 7 NLRC4 #& 14
519 Pyroptosis FIATE ASC EHZ 5. NLRC4 FEH
fEiE 1+ CARD Z5#y 33 55 pro-caspase , (HIF AT
FL Procaspase-1 B Y]k pl0 F1 p20 PP, 721X
A ASC 925, KRB UMBA 161G PR Caspased
REVE AN & LE Pyroptosis , {H I A X5 4fi g A 5~ pro-
ILA@ Fl pro— ILA8 HEAT 97 577> o #fe YUl HL i
Caspase- izt 70 40 ifg P 9% HIC Y 23 A1 R 59 IR J 1Y
IR T I A& A Pyroptosis o

NLRP1b GBI BN i I B 2 % , {H NLRP1b
A& T PO RE R A S5 H R TE Caspase , [A
OB AR HE 13 578 5 AR IR T JF A G5 AR (H
ABEPIE Caspase , A Al BB /& 75 & A 4R 11 W 7% 14 2
W Caspase-d FiF b 75> o /N Bl NLRPla. NL-
RP1b 1 NLRP1c K= PYD 4445k i A5 2 ASC
HEHZ 5, HAZ NLRP3 & &4 PYD 254 5|
T ASC 2 AE A S Y L A Pyroptosis.

ATM2 & HIN200 ( 200 > KL 2 8 52) 22 R Il
b, R AR U PYD 45 F AR R Ui HIN200 4544
R . ATM2 R SRR 40 A B DNA P . ATM2
JE T HIN200 %5 #4 38 #1 dsDNA %5 & )5 i@ i PYD-
PYD Z5 3R 5% ASC 2 1, If- I Caspased #1145

Ao IEALIE Y Caspased 5S4 i 4 b ILA B Al IL-
18, 15 F 4 & 4 Pyroptosis.

4 Pyroptosis 7£ A\ %% P 1EH

4.1 Pyroptosis FEfF[R B LHRAIER AL
Pyroptosis 28 5 1 32 F1995 J5AH AR FH Y — 4> S 2L
RIZR R e B A HLE A DR ST 1 B A R o 7 B Jee
I (10 240 X 1 = RN RS 200U T L e AT 4 )
FI AR B SR M A AT AR EL Y o 4 B [
PR TEVD T QT 2 07 R T 0 o I AT T 25 A 7 Jk
YL J H= Pyroptosis, — J7 I 15 Z2 i 1 Pyroptosis I
A & i 240 L PR 4 A S [RIAE FHRAE B S AR o o —
75 4R & AR Pyroptosis A3 1) T BR il s Ji 1 52 1)
7L R SRR 91 L O B 26308 380 400 o o Do TR SR e A
AT TR R YL RE 175 S L 40 B & A= O T NLRP1D
il Caspase- i) Pyroptosis ' . Pyroptosis 7 5 75 /i
Jerp R B OCHAE o B g A FE R N CD147
AL AN RE V5 MO T NLRP3 9 Pyroptosis ™', %
= Pyroptosis Ji7 BE BR il 55 5 B0 7 7 1 32 P i R e
4.2 Pyroptosis ZEREEHEFHPHER  nLwkAH
FJE W 22 A 1F ( eryopyrin-associated periodic syn—
dromes , CAPS) J2—Z /™ H iy [ B e, B 1Y
PR RAE R NLRP3 8 1 kA4 T RZ. &F
NLRP3 JEPH 2848 (i 45 il i 1L B Pk b AR 2
A RNRYT U6 3 0 %) 48 M R 7 A T | R i g
W0 I Hax Se 20 il K 1 7 A= 4K T Caspased 1Y
PO L A B Pyroptosis .25 7 NLRP3 JE K 8 45 5|
RINZEE ™ o AT PSR AR MR T S
() NLRP1a 5| & i 3K 0 Bk A2 HEpEE
oA, IR RE R By IL B RN IL8 5 A Bt
M ARIETESNG . NLRP1a S AE (A7 38 1fi AH 4t i
IR0 Ja T | X 2 0 i % A= Pyroptosise 3T Y
NLRPla %5 i Caspased HI ILAB 5[ AZAYEIE 19 %
FEPESRI o o) — 7 AR A TLAB 51 B RAE T,
S NLRPLa AJ38R BB T8 LA 4H AL 4 4= Pyroptosis
FEA AR R . UEPTE ] NLRPLa %
REVROE 52 1Y Pyroptosis BEIUR LYY i #E rh 51
(B I~ 11 20 L9/ R S A ] o

4.3 Pyroptosis ZEFEIETRHIER  A{LETE
AN RE & A= Pyroptosis , B 2 AU 1) 240 Jfd 4 ik 6 41 e
HBE & E Pyroptosis ™' o T X Z ki85 10901317
AEIE A 15 i 8 200 it & £ Pyroptosis S 4110 i e £
KBV RS R T0901317 5 5 Pyroptosis (19 4Ll
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o T0901317 FIHF X %1k B( LXRB) 454 )5 % &
LXRB #1 Pannexinl %4 )5, Pannexinl @ﬁﬁiﬂ‘ﬂ:}?
B ATP, BB ATP 3@ 3 P2X7 321415 5 NLRP3
biﬁﬁﬁkégﬁﬂf:ﬁ&ﬁﬁ Caspased J-if5 5 4l il % 4= Py-
roptosiso TE AR KA, NLRP3 S8 5E R+
SLWOE T BT 1) Caspased o 7E i 1] N P2 £ 22 983 41 Jifd
L, 2R 4 LA B FLAE Pyroptosis , fEFf A H
FRAREEZIG o T WG 2 AN ] 18 2 1 4 A 22 44
RIAS TG ZEA M E 1 i Sk vT S NLRP3 RAE K. 31X
SEZE L] LB A0y A IR ARAEXT AR AR
4 R A I R 380 DG B T T 00 ) 2R S AR 1) 90
JLIRIT AR R — & ity R

5 45iE

Pyroptosis 2 5 3T 76 94 20 B 2% 4 19 B 0 240 Jfa oo
RIRH— o R P BT . X PR PR T - B
SRR SR MCH T Caspase- BT M 4 5E 4K 19
Jio 5T PAMPs 5 i3 A [ 342 28 BB 73 53 B A [m] 114
TR SZ A BT R3] B 3 5 45 RS 5 S e Sk AR
[ ASC F1 Caspase JE A AEMR - 1475 i) Caspase-
3 IEXS prodLA B Fl prodLA8 {1y 5 U ffi 4% A4 pli {2
FAEVELU L T TLA B I ILA8 75 % A% e 4 K 4
L Bk I & A= Pyroptosis o
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