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Advances in the study of relationship between Caspases and innate immunity
YU Yinghua, XU Zhimeng, ZENG Hao, NI Rongxing, LI Ping "
State Key Laboratory of Natural Medicines, China Pharmaceutical University, Nanjing 210009, China

Abstract Caspases are a group of structurally related cysteine proteases present in cytosol. One of their impor-
tant common points is that the active sites contain cysteine and can specifically break the peptide bonds after the
aspartic acid residues. Caspases are broadly divided into two groups based on their functions, including inflamma-
tory Caspases and apoptotic Caspases. Inflammatory Caspases include Caspase-1, Caspase-4, Caspase-5, Caspase-
11 and Caspase-12, which play important roles in the process of innate immune defense. Unlike inflammatory
Caspases, apoptotic Caspases (2/3/6/7/8/9/10) initiate and execute an immunologically silent form of pro-
grammed cell death known as apoptosis. However, ongoing investigations have uncovered essential functions of
Caspase-8 in the regulation of immunity in cells and organisms. Accumulated studies have shown that Caspases
play important roles in the occurrence and development of various immunity-related diseases. In order to compre-
hensively elucidate the relationship between Caspases and innate immunity, and to provide some scientific basis
and theoretical reference for the treatment of various diseases, this article reviews the regulation of activity and
inflammation mechanism of innate immunity-related Caspase-1/4/5/11/8/12.
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o SR AH G A5 20 (PAMPs ) 152 4 8 FE T2
AR A AR P AE G 23 TR ( DAMPs ) ] 305 AL
R e R G0, 5l R RIE R . B 2 K
(PRRs) Je AL [ A e g2 RGeSl AR 47, &2
SETE 4 AR 1 0 R B B 3R rh 3, R0 PAMPs
1 DAMPs, HuitE E X 5 4 PRR %%, 345 TOLL
FEZAR TLRs \RIG-1 #3214 RLRs C B BEERE 2 Z 4K
CLRs % 11 MR 45 & 58 AL Z /K NLRs (R %
Aok Z F 1 2 FE 52 1K ALRs, Horp ok B NLRs #il
ALRs FIR I EE 11 AT AR AE/MA o RAE/MA
J& 2002 4FH Martinon %52 3t [l iy 44 (1) — Fh A 5
RN Caspase JIH 1 @ AHX > FIREERE &
¥y, Caspase-1 Fll Caspase4/5/11 0] 43 5| i@ i &
i VE/IMACR R 22 1 58 PE /N R AR B
St Caspases 55— i, 51 Caspae-12 3 E N 7E N
JE R H: 3 1 4 AL A AT R B A R O —
BT

5%k Caspases A[A], i T Caspases 5| k&
AT BT R A0 AR P R SE - R T DA
FEWFFEIN N IH TS Caspases A5 5 A G v 2 i
P AHAE AR R ST A& B Caspase-8 R 51 & 2 i i T
Hb TR A G i 458 3 A b o A m] sk, B n) e
i NF-kB S5 iR AR HE S AE 520 i & AR, vl o it
TRIRBENE T SR AR [ A S g

A F R R 5 [ S A O
it Caspases-1/4/5/11/12 } Caspase-8 1% W} 5% i

Table 1 Classification and structure of human and mouse Caspases!*°!

J&, LA Caspases 5 [ 0% & R E— 05T
FAHSBEIR IG ARTR T PRt — e 55

1 Caspase XHRH) 5> KN

4k Caspases [IIRE , i FL 54 Caspases ™
X EWSr WZE . R Caspases Fl T Caspases,,
2Pk Caspases fi1§F Caspase-1, Caspase4 | Caspase-
5 .Caspase-11 1 Caspase-12, Hp A\ ZSEL[R 4 4R 15
Caspase-1 | Caspase<4 | Caspase-5 . fll Caspase-12, />
FRIEE Bl 4 4 158 Caspase-1 , Caspase-11, Caspase-12,
NJF Caspase-4/5 FlERJR Caspase-11 & [6IEY .,
T Caspases T3 HIH T2 If Caspases FIJH 25K
Jw Caspases, 2 Uf Caspases I #f Caspase-2.
Caspase-8 | Caspase-9 | Caspase-10, Z{ i Caspases {1,
$% Caspase-3 | Caspase-6 , Caspase-7, Caspases fix %]
WA B AR PR SR B, HOA TR ST A
REAR A AL P, OBk sy £ S8Rl — R
FEFT— AN HE4H %, Caspase-1/2/4/5/9/11/12
AT — AR IR Uy Caspase Y F14H 55 45 A4 do
(CARD ), Capase-8/10 1 & Wy 4~ AL T= &% h 18}
(DED) , Caspase-3/6/7 W H A — > &5 i) Hif /K £
FIZ5H 3, Caspase-12 A7 4 (K FI 4 L AP LAY, A
S PR 2 B AT G A 9 T ) A R AR T G i T
VA A Y, /)N BRI R B AT 2R ) 5 ) 4 1
WAL A FI/INELEY Caspases F 4328 I 45+ 4
1R,

Genomic location

Classification Caspases Domain structure
Human Mouse

Inflammatory Caspase-1 11423 9A1 CARD-L-S
Caspase-4 11q22.2-11¢22. 3 Absent CARD-L-S
Caspase-5 11¢22.2-11¢22. 3 Absent CARD-L-S
Caspase-11 Absent 9Al CARD-L-S
Caspase-12 11q22.3 9A1 CARD-L-S
Caspase-12 11¢22.3 Absent CARD-L

Initiator Caspase-2 7q34-7¢35 6B2. 1 CARD-L-S
Caspase-9 1p36. 21 4E1 CARD-L-S
Caspase-8 2q33-2q34 1B DED-DED-L-S
Caspase-10 2q33-2¢34 Absent DED-DED-L-S

Effector Caspase-3 4q34 8B1.1 L-S
Caspase-6 4q25 3H1 L-S
Caspase-7 10425 19D2 L-S

Other Caspase-14 19p13.1 10C1 L-S
Caspase-16 16p13.3 17A3.3 L-S
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2 Caspase-l 5SEHRBEXAMARIHKRE

Caspase-1 32 %238 £ 28 9L 5 Pk /N A I8 12 9
W g Pk /MAJE B NLRs 5 ALRs i T4
KPERHFEE F ASC | Caspase-1 = FR 70 4 1 2 3R
R EY, 853 P 4% Caspase-1 {f fL /v 5 TL-18/

Table 2  Activators and receptor structure of Caspase-1 inflammasome

[1]

IL-18 By B Mam g =Y . B A%
B, NLRP1'®' NLRP2''® NLRP3''"' NLRC4''*""!
NLRP6'"*" ") NLRP9bL'''  Pyrin'"7~"® F1 AIM2'")
IFI16" %2 LA b Caspase-1 R4/ IMA T AL o
TS 28 B 5 PR /N A I 0T ) S 2 IR S Al 3R 2
Fis o

Activator Receptor Structure
Bacillus anthracis toxin NLRP1 N-PYD-NACHT-LRRs(6)-FIND-CARD-C
Extracellular ATP NLRP2 N-PYD-NACHT-LRRs(8)-C
Extracellular ATP/ crystals/Pore-forming toxins NLRP3 N-PYD-NACHT-LRRs(9)-C
Flagellin NLRC4 N-CARD-NACHT-LRRs(12)-C
Gut metabolites andlipoteichoic acid NLRP6 N-PYD-NACHT-LRRs(5)-C
dsRNA (rotavirus) NLRP9b N-PYD-NACHT-LRRs(7)-C
dsDNA AIM2 N-PYD-HIN200-C
dsDNA IF116 N-PYD-HIN200-HIN200-C
C. difficile toxins Pyrin N-PYD-(B-box or coli-coli) -PRY-SPRY-C

2.1 NLRP3 ¥ /MK

NLRP3 5P/ MASE: BBy BEAIF 92 die ) 32 1 — Fof
M A E/IMA, B NLRP3 524K 82 8 1 ASC 3%
NiHE [ Caspase-1 2036 Mi i, ' NLRP3 Z{K
B RES & SR AL (NOD/NACHT) 52 212
HEFHI(LRR) (I H 45/ 5 (PYD) 3 #8530 14
Bo %3 R e 25 3 NACHT 5 ATPase i
P RS A A B R ERIEH HE,LRR /E N
ARSI E LR A, B TR IE A
4 M ASC %A PYD F1 CARD [ /> 45 #4) 3,
4 NLRP3 3% 21| AH L 35098 350G B, ASC 3@ i PYD
45k 5 NLRP3 [F]B145 4, [F AT i CARD 2544
ARSI AL Caspase-1, 58 B AR P /MK 2 2 R
6o NLRP3 F 8 3 3 7 2 P14 o e« i 4k 1
ARG AT R . WAL H S R it TLRs 3%
I NF-kB {5538 i, 15 5 IL-18  IL-18 &5 & P4 [
T B NLRP3 S /IMAMI 3L N i 2615 161k
T R G R /N AR ) 4H %6 Al Caspase-1 [ 15 1k,
FE A AN ATP JE AR H-B a4
ek R[] W & O L0 D A ) A 0 A AR 5 A
S Xk NLRP3 etk /A kAT A P A1 3 1 5 5
B, B T E B LA G BE R e ik B R AN, EE Y
K Caspase-1 \IL-13 \IL-18 .GSDMD 57 §J] {A& %
AR H 1 I KA 3 R 9 4 A B R T AT DL i
B NLR ,ASC ,Caspae-1 3 #4535 AL 4T 19 % 1
IMEL%E

H A LA TAR) NLRP3 (838006 #L ] 32224 3
Fire (1) 985 F St . 2 Fh 6 4615 5 0% NLRP3
A YRR REE 2512, indn e 4k ATP o] 3% P2X7
WERSSZ IR, 5 B B 38 B R, S UM N B S T
S BES T ANRUE  2 RR PRR RRE L
NEK7 W] 552 2R 75 2 ¥ 5 LRR 254, I ik s
NLRP3 /A o (2) Stk 30 045« Zobr i =
A BT A RT g O 5 A A B A B R
P (TXNIP) £ 4800 NLRP3™ 3l 5 22 i oy 1Y
SRR DNA 1, 7] 58 5o A% 2 5% % il ( cGAS) - T4
M ] (STING ) 3% 12 0% NLRP3 48 4E /)
PR (3) W EE AR A 22« 2 K Uk 1 IR iR £k 4%
A B R R 445 3 ) A 4R T AR P B, AT
ARV B A 24, 20 2B R B M B p, B
NLRP3 48 /MATE AL FE 51 R G I A 1)
BN Z AR AN ], NLRP3 58 1 /A 1) 32 22 ) g
Py pS ) I R AN D S B A
2.2 H A4 NLR £ bk

2013 4, Minkiewicz 25" % 91\ 2 B W I ot
HAIAT 38 NLRP2 Pk /A, 32 2 A /M AT
ATP #15 , %55 Caspase-1 il IL-18 B74]], NLRP2
] &4 A7k P2X7 J% pannexin 1 J# I8 454, i F
P2XT7 il 57 PN PRI S pannexin 1 3838 $5470 75 5 W
G a4l ATP 5 5 1Y) NLRP2 48P /IMA I 3T o
IR TR 45 R W] NLRP2 S Hifix il 28 22 G 2 L
B A BB SR Ay W R TR 2 R N
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RALTEIT B —DETERL AR . NLRCA 28040 14
(R E 2 1 (flagellin) A1 £ 57 Y 1 54 43 W R 42
(TTSS) FFAL 1, 51 &0 T AL T B ] i i SOk
A& IR HEA ML I, AT 8 5 —28 NLR 2 H
NATP 5 8 R B0 , 16461 NLRC4 &4k
Fl 5 52 AL IF 41 5% Caspase-1, I8 LA i /IMAT
B2 BT A Y BE B BE R (LTA) AT 455 3 B0
NLRP6 % #E /I A, 5 LTA 254 )5  NLRP6 1 ASC
& Caspase-11 Fll Caspase-1 f&E 547, €
IL-13/TL-18 Bk, InE ke o #0R % (Rota-
virus) = LB TG K B R — A FZEFFH
2, AR SR L e e RS 7EBar . NLRPOD 7
/N b B A o S R O EL AT 0 4 A8 R 7
Rotavirus J&H%, AW KW NLRPOb AJ i@ iof fi%
JERE DHXO H 5l — 2L 85 kg (1) A5k RNA, Fifi f5 5
ASC 01 Caspase-1 J& i & PE/IMA , RIEWE Rotavirus
SR IR A BEL b3k — 2B e . 1 NLR K
HAB S AR, NLRPL &4 FIIND 254448k, HHAJ
Wl C o CARD 254438, Bt 7 LF 4b 7
NLRP1 J5 A 7K i He N o ik B, 72 A8 N A, N
Ui /K A S5 1) NLRP1 25 2 AR E M, & EH
P A A8 I i, T 25 tE A TS PR C o XA IE TR
FrBof % CARD Z5F BUF1 FIIND ) UPA 7. 45 1
I, UPA-CARD %A B H A K EH#EAEH
R, T2 id it CARD Z34k Caspase-1, S A AE/MA
YL S TE AL
2.3  dsDNA B Zafe pyrin M MK

2008 A7 EL gAML 408 T —A> AT B
DNA FJ 5 PR /MA-AIM2 R APE/NMA . AIM2 () — 4>
HIN200 Z5Fg 31—~ PYD Z5A4 3R 4L A, w] LAAEF?
GRS 7 25 WEE DNA 454, Bl J5 #8332 ASC
5 Caspase-1, 52 )R A E/MAL R 41 % B 4
P B0 A3 AT T R B B8 ) R 3 (0 2 92 9 75
ME M RE ) S AR IR R A7 I HIV R AR
A EBHN SN TT 555 AN IEE dsDNA Bya 4
AIM2 EAHDFRE JAE/MA o TR B FEA
16 (IF116) 5 —~ PYD £S5 3 A5 1 HIN200 &%
P, AT N Y dsDNA, BF 58 £ W] TFI16 &
Kaposi AR AH T2 i 22 L RO 7 DNA 45 5,
WS T R A vk /IMA S A2 . 2014 4F, BRiIg
BFFE4L"" K28 Pyrin SR PRI T LG K S 28 S0 440
# 1 Rho GTPases & 11 , H H: 4% HAIESZ Pyrin 7]

MEXEERROIR ZF MUAT A ) E I N F AR
TedB f) Rho B3EAL , T/ Caspase-1 % 1E/MA
i CLP T NN ) SRR TR S RE e (S TV ¥/ N -
Il switch-T X8 b i) Asn 41 15 ot Jie £k 5
RHOA 23 , 51 & Pyrin RHEAREE, 2016 4, Xu
AN HE— B TE B RhoA W 22 M/ JR R TR
fiff PKN1 FiI PKN2, 3G 1L 9 PKN1 £ PKN2 5 Pyrin
25 IFBERR AL Pyrin, BEFR LY Pyrin 55 14-3-3 45
&, 14-3-3 FEIX AR Ky —A>03 7 IF K AT i Pyrin
R MRS

3 Caspase-4/5/11 SEFEREXRZHARHRE

T4 S BT 5T & B, Caspase-4/5/11 & JIg £ b#
(LPS) (ML 32 1A, T2 i 15 S A LR T A =L
R I G B 24 . GSDMID S 24 i £ 12 2 22
PEF, BT U] 5 H A HE R Ui ( GSDMD-NT) R[4y A
AP S| L AR TS, GSDMD-NT X i 5L, 3 4y
DA B JE /NI (R B RS TR LR R A TR A 2 S Tk
22 IR LA SRR PN ISR 240 T 240 L B T AE TR A
WENE RLATSEAN Sy o 3X SLRpPE i GSDMD-NT REGZ 1
N0 R B2 P A 7 AR /AL ATTE AN 2]
20 i g AHAB SR I A 1 00 T 5 R MR T, R
FEPURSON Y E R AR TR LA 35
o BER R TN A R LA B AT, i
WIWFFE R, A e H ik S AL Pl 4 (GPX4) ] i
D BENR S0 A A 1 I 4% GSDMD , DA T 417
il B AT

A2 BAPETE R AR S A (OMV ) |l
ALK LPS A4 33 21 1 3 20 M 14 i SR v e e 7
Caspase-4/5/11 ff CARD P20 P10 =434 i, H:
CARD Z5F8 0] S py LPS W A &4y B 1%
,15 5 Caspase4/5/11-LPS B 5 E Rk, Bk
ATEPER Caspase-4/5/11 R BL R PE/MAE, 11k
) Caspase-4/5/11 AE £ L 58 P /IMAR] FE KA AR
276 BRI 5T Y] GSDMD, ;=4 GSDMD %) N i il
C U2, N S 45 44 5£ 5 Ak 4 A 40 ML R b2 180/
L, 51 % 40 T B b =z Ak, T AR
Caspase-4/5/11 28 LR M /MAIA 1] 175 5 NLRP3
(20 2% 5005 |, B I 5 | R i — 2D I A ML T2 05
IL-1B Fl IL-18 () B 5 R0 o A5 B 9E R U,
GSDMD (1) fif 25 AT 14 B3 15 105 440 e v i P LPS 45
i) NLRP3 {3 , iX — Bl fig £ 2 th GSDMD L
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SR E TR S (BRI FE & 1
7R) o 2016 4F Zanoni 257 K B SR 40 A v (9 4R
TEBERS (oxPAPC) ATTE A S0 M B T B 15 50 T 7%

\‘;!ﬁ::# LPS

T Caspase-11 #fi 9 TL-18 RSk, (HULA BF5E
22 oxPAPC W] 35 4 4 M 4 il LPS 5 Caspase-11
2 e B ) S e

~ghe
-, OMV
LRRs
kv 4 LPS-Caspase-4/5/11
Can oligomerization PYD NACHT NLRP3
—— — Intracellular LILLLLI CARD PYD
—— LPS
CARD P20 Pro-Caspase-1
CARD P20
Caspase-4/5/11 mm NLRP3 LRRs
inflammasome PYD  NACHT
CARD PYD
—__CARD P20
P10 P20 CARD
LPS-Caspase-4/5/11
GSDMD
. ﬁ Pro-IL-1B
Aspr764 D Pro-IL-18
P20 P10
IL-1B
(P10 P2 @0 ¢

Figure 1 Mechanism of Caspase4/5/11-mediated inflammation

4 Capase8 5EFREXZFMARHER

R B Z 5T W] Caspase-8 75 [ 47 G2 14
AR R ERCEAE o BE AT 75 T R 1 R
k™ BEE AL IL-181) i S an R T
SRR A Gy SN AR A P Ak S /M
FOBE 2 IRBEE PR T AR AR I AR LA [ A G
P2 S
4.1 Caspase-8 & ¥ 3z B 6912 345 A
4.1.1 Caspase-8 #2ut IL-18 89 &% AR JT4F
FeWT5E W, Bk Caspase-1 7, Caspase-8 I, i] i 13
SRS TR B AR BT D) TIL-18 iR, {2k TL-18 A4 i
FIREH (A 2 7R) o 2008 4R, Maelfait % &
YR B #eik TLR3 F1 TRIA 1)— 3L [Ff e B
TRIF 8¢ Poly (1: C) F1 LPS 43 5| i ##% TLR3 FI
TLR4 1] 5 5 Caspase-8 f£ ASP117 {if 5 H #2257
PIiE Ak IL-18, 2015 4F, Moriwaki 25" JiF B 75 LPS
AbFY BMDCs A, RIPK3 X IL-18 939 D13 {6 2

active-Caspase-1

P I H 753 RIPK1 \TRIF fil FADD &5, ##
8, PR T B R T S B CR R R T REZE AL, 15 T
55 2RI AR 2 Ik K A BT 71 (SMAC) ML
RBLRREI . SMAC ] H R T4 il 82 11 (1APs )
TEE W20 A et B TAPs i FH SMAC 254 ik 34
IAPs J5, RIPK3 ©] #f #% 7%, /i § Caspase-8 #l
Caspase-1 Y IL-1B fOEAL " . WA I %
L, 75 LPS 4b B[ BMDCs e, P J5x W 1y 875 5 571 )
fie i3t Caspase-8 /-4 IL-18 R BTH) Y FAS
5 FAS LAk (FasL) 45 & B 74— 50 &
Caspase-8 HAEH V)G 1L 1L-18 Wi 12. TEMIER
H (548 FADD 155 Caspase-8 5 Fas 454, 1
JREAIA TL-1B 1 AR S A v R AR
TEHLSE i3 R, Caspase-8 1, 7] 38 3 2H 5 £ 4y K 4%
T IL-18 W35, BN AE NS 50k 4 i iR
I 0 B TR R 4 R 2 TR SRR L B, Deectin-1 FE 757
B SYK Al {9t &4 CARD9-BCL-10-MALTI
IIE R, XA E A Y —J7 e iF IL-18 FE PR 5% 5%,
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55— J7 1 48 = ASC FlI Caspase-8, JE i 3F £ i

Caspase-8 e /MA, BIYITE AL TL-187°°  e4h,

H—2effF 53 F B Caspase-8 1] 3l 1 4 7§ Caspase-1
SRk /MR A AT i Ry L1851

FASL Candida spp./M.leprae/
. —=_—1LPS A.Furnigatis
FAS Stress-induced drugs =
TRL4 T Dectin 1
Pro-apoptotic stimuli Endosome
N Poly(1:C
ek TRIF oly(1:C) SyK
ER stress puses BCL-10
MALTI —
€98 sMAC
IAPs RIPK3 TRIF 5 I I 5
FADD. riek1 - [FADB 9
< [Q (@)
Caspase-8 % I %
= !
Large Small U% 3
(=]
- [}
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Figure 2 Pathways of Caspase-8 directly processing IL-13

4.1.2 Caspase-8 /5 K HA K K& fodn it £ T
Alexandra 2 % By Caspase-8 A £ i#F c-Rel &
I AR APER TGk . 78 LPS B CpG AL FH A& HiE
SR B W4 fitg ( BMDM ) H, Caspase-8 1] | 7 IkB
P KK (1) 85 1L, 15 IxBe W AR R AL 1B
Wi, Bt I 0 2 1 AR B A, R R X e-Rel 114 [] 9 —
RIKINEIVER . ZJ5 Caspase-8 7 i i il 1 #: F1
SCARIREL L i c-Rel #5410, c-Rel AR5, Bk
055 & Caspase-8 {1 5 K s 8+ 1, J5 3 1L-
18 IL-Tou IL-128 45 58 P FE PF 1) % st o A58
KB Caspase-8 X P65 (1) 4% 4 L e A 7, 3= W]
Caspase-8 X NF-kB Z % i 53 1A% 6 A R4 AN SR T
IkBe, JTHIWAWIERY], 518 H Yop) @l
il e A A A PR I 1 (TAKL) 36 PR 16 AL 32 A AH L
VEFIZE 1 14 RIP1 i Caspase-8 , 1 fL %) Caspase-8
Al ) E] GSDMD 5| & anfafar-0*
4.2  Caspase-8 *f ¥ J& K #9374 4 F)
4.2.1 Caspase-8 ¥4 tm JL 3R LA =  4HEIR
FEMES T (necroptosis ) & i 4F 5K & LAY — Ff A4

PEAUMEIIAIE . ST AN IR AE P T R 2 40
ARG A0 e 6 e i 2 e R 2 L i 40 e
fife ELN Y, 51 & S R AGE DL T 2 . IR
FOAE R T T 32 R EATE I 22 R R/ I 2 R T
RIPK1 1 RIPK33 X {E A 1% 2 I B A 25 1 MLKL
AIITE . 76 TNFR1 BCARE S ASRAEE R -, 22
17 ZAL RIPK1 5 RIPK3 (1) RHIM 45 #4 35 [77) %4 45
4,75 RIPK3 (1) 2 R4 580, #F— 2 #0E
MLKL, 5008 FH MLKL #8006 5, % 467 31 20 1l Jig
8 1, 5 P AN B S S AE T

E A WKLY, Caspase-8 7675 ] & 4 L I8 T 1Y
] B ] D SR PE M R T2 5 e B WA SR ) — A
ZEYH Fas M AET- I H (FADD) |, Caspase-
8 il FLICE A% 1 1 & 11 ( ¢FLIP) 41 i%,, cFLIP J&
TRE Y i iz i — S T O, AR 5% Sk 5 mRNA (1)
97 $2, L cFLIP long ( cFLIP, ) #I cFLIP short
(cFLIP,) B8 X AE7E . FLIP, &b F KK -4k
A}, Caspase-8 A H 87 PI & Ak, 5| & 40 Mg 94 -
[ B 232 AL RIPK1 @ 3 FADD ) DD 5445
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%550 &

5 FADD-proCaspase-8-cFLIP, & & ¥y [6] &l 2% &,
Ifift— i RHIM 258493 5 RIPK3 2545, JE A
B w2 A Y. Caspase-8 F] 7E £ 4> fi pi 57 1)
RIPK1 1 RIPK3, M i 4014 MLKL 35 fk & HA S
ARTERE R T

4.2.2 Caspase-8 #p#] NLRP3 ¥ sz kA& [ & F
®EEF 2013 4F, Kang L l92] 4 5 Caspase-8 Xif
LPS 53 ) NLRP3 48 Pk /MATLTE I IL-18 7= A= (1)
o A R . 5 B A B G IR 40 41 E, Caspase-
8 T W ZOIR i M W] A T 2 IL-18, AL 5T R
B, LPS 753 ) NLRP3 % PE/MA [ A & MR K
#i T RIPK1 1 RIPK3, 7F Caspase-8 "~ #f 24k 41
JH 3 PR B RIPKT Kz fifi Y RIPK 80 il 77 2%
A[APH LPS 75 S TL-18, SiRNA 7T Bk MLKL J&
5 , AT/ LPS 155311 Caspase-8 =~ 2R 4l
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