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T & Kk #H-
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WE  RIE/MAE(inflammasomes)iif A4 7 7 A2 f# TL-18 A1 IL-18 S5 58 PRl 7-x0F AR G A I IV G e B T AR HT. AL/ MA
FREG AT G R 2 8 1 FERRIE, S EURYE SO B B B oM iR A, IEREBURAT, MUALE L2 Bl g DR S L
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By DR T i, ARSCERAR T WA Sk B0 JOAE /A 5 0 B ) GO PR, ) B JORE /S A 5 3 i S S 2 AL )
K R REGNE P B At JERE/IMAAH IR JAETESIN HOVE T T S (3L SRS

KR RIEME, UREE, FEES, RIE
ZRHEE R392.1, Q71

TR oI5 N B AN AR HRAEN R S5 i A= ) - Sk
A 5 23 B 11 fe g5 B i A rp H AT R B
EH. FEfAEY gt R, 15 40 f a3 5 &
155 5 I ) 52 44 (pattern-recognition receptors, PRR)
PR JE A OC 4y 1 B 2 (pathogen associated
molecular pattern, PAMP) & f& [& A 5¢ 7 1 5 2
(danger associated molecular pattern, DAMP), 5|k
PRIHL ) Gy e WM. LRSS TR 52 A4 45 Toll
FEZAA(TLR). C BUBEEE R Z K (CLR). RIG- T #%
% ¥ (RLR). Nod # 3z #& (NLR) 1 PYHIN (pyrin

domain and HIN domain-containing) £ [ 5%, I

TLR I CLR J@BEZs it s i, UMM Ah S A A4 )
fi5, 1 RLR. NLR A1 PYHIN 4} T H b, 4
MBENAE . AT M BRI 2 AR AL
Jo, —J5 M3 NF-«B J¢ IRF3 %586 L (1
K, MEREFAEN TR TIERI A, 51— miH 5
FoAth sz Uy 7 3CFRB SAE R A, B SORE/IMA
(inflammasome). RAF/MEFEAR M =FiEE, 4>
A7 8% NLR. RIG- [ « TFI16 2%). kK H
ASC(apoptosis-associated speck-like protein containing
a CARD) M1 24 I 73 1 2F it R & & B B f 44
pro-caspase-1.  ZME /A () T ZAE ] 2 TG AL DR
245 [ I (caspase-1), BYY) IL-18. IL-18 f IL-33
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AR AR A 5 IR Y RE T B 2RE /M
R ¥AE M. NLR %K J% % 5 NLRP1. NLRP2.
NLRP3. NLRC4(IPAF). NLRP6 }2 NLRP12 #{ i
W RS JE 1 A /MA M 15 4k caspase-1. NLR 7%
AN, 43 C sl 24 R AP 41 (LRRs)
AT IR 45 A 5 AL X 88 (X NACHT X 8¢ NOD
X)L K N 325 W 45 A 1. LRRs A& 25 MAEfE 5
AR, LRR RAH OGS 5 5 7T LA 3 NACHT
X4k, %7 NLR N 5] CARD X, 3k
W ¥ & 1 CARD X [ pro-caspase-1, LA
CARD-CARD )75 Atk f5 5. HIFIERT4 NLR
1) N 4747 CARD X, 7464 PYD X HUfX, IXHf
W5 B T ARG BE RUFE R 1 ASC A Ay 423k B 1
Bi{5 5 #8. ASC %47 PYD Fil CARD /™45 #)
1, P PYD X5 NLR [ PYD X A HAEH,
WA SALL Y 7 — 5 1Y) CARD X, 1 CARD X
i AL . R 24 NLR ) LRR X A% J& %1
PAMP i DAMP, {HIf# A4 %] LRR 5HAER 1
SELAT A, DA 6 LRR R BXE61E 5184 1Bl
HIRGAE 4. AL R, PYHIN 255 /MR 51 1)
BCAR A B PYHIN ZEI5E PR AN % ATM2 Fi
IFI16 ¥ &4 PYD X F1 HIN [X, HIN [X i 5] 40 B
ol B dsDNA, PYD X 554 ASC J 52 45 4.
AIM2 A7 T f 3% Hh . ml R K B2 K T 80 bp (1)
dsDNA, 1 IF116 W) =207 T4 fatz Rl A
1t dsDNA, EATSEAMLS RN T A8 R
E /MR TERAER. RLR %5 RIG- T 5140
W R 5" — R IY RNA J5, BT LA S |
BT R AA, R R AE MM, 15T
caspase-1 [RVEALH. 24 SAE /MO0 TR B AH Y.
595, HEN# ML ASC 5 4E pro-caspase-1,
pro-caspase-1 £ A BYYIE /KA A p35(E CARD
X)F1 pl0, p35 P 4% 85114 CARD #l p20, P4
p20 PN pl0 &5 G B A TG PR caspase-1, K
FEX] pro-IL-18 Al pro-IL-18 MBI VI/E T, 3=k
B BT AR ) s I () TL-18 A IL-18.
RNENEAE T % 5 HARE 5 B UL 2
TLR 5 S L MAFAEE ] ZIME VIR, —
PN, R MR AR P 75 ZEXUEAS 5 R .
W5 SO RIS S, B TLR BRILAR AL
WHIZAN S, Bk MAPK I NF-B {551
PR bR SR AN G gy R IL-18. IL-18 i A
PIE: 25 A5 5 WyEffE 5, B ATP. ROS
4 PAMP 5 DAMP i 5 NLR [ 5584k Je Ax by, 3k

M %= ASC, 1%k caspase-1. i, Rathinam %50
Feth, R L ICIVERIE G, 405l E vk
TRIF {5 5 &0 F 1 BF 405 (0™ A gk 1 v 4k
caspase-11, caspase-11 fifi J5 5 41 22 4F ) NLRP3 %
JiE /N AR By [5) H Y caspase-1 [ E L, IF 5 2L
caspase-1 FEAAVE Al JR AL T, X B FR N R AE /)
EIE IR A5 .

2 TEEXRAEIMAR AR

UL B MAE YR G sk O J5 . RIEMARE
W, FEAE IL-18 A IL-18 S5 4 A 5 RAE K
A2, AR JORE S AT BT AR I % 1) [R] I 2 3 30
P, BT UNUART RS AT 5 s i, il
e g Pl B =R, X LAy BB RG E J h
L RAEAMAITEAL R TIL-18 F1 IL-18 B2 1) 56
R, IV L 7= 25— R BT G JE /AT £
W57, A A
2.1 TEEHEEDFEIZIMNGEEIMAMES B

IR 2 g0 /MARI 0 4> T & 4 PYCARD X,
DA I 26 547 PYCARD 25 53k ¥ 85 1173 7 et 1
IRKFRSE ESE4rEal Aix ey, 5 51k 2
ik, A% PYCARD [ 145 COPs(CARD-only
proteins). POPs(PYD-only proteins). # &% [ pyrin
J PYNOD. COPs F 5t Iceberg. COP1/Pseudo-
ICE. INCA A caspase-12 %5 4) f-. 1 Iceberg.
COP1/Pseudo-ICE FI INCA 43 ] 5 caspase-1 [
CARD X 47 53%. 92%H1 81%KIHIMLE, felg 51
A HAER], 07 pro-caspase-1 5 ASC [f] CARD X
FHH 454 . caspase-12 11— CARD Xt B A7
ATy HE. X LLmhid COPs (193 K 5 4w it caspase-1
LRI E A TN 11 5 Qe iRk (11922.3), HAA
FHIRN RIS R BE P B AT P 41 4. A POPs Sk
WE ¢ I ¥R NI SE POPL fil POP2. %t fity POP1 1)
B T4 to4k 16pl12.1 b, #UE T ASC KR 1
SHNE TR E ST Y. POP2 &AL T4 (B 4k
3q28 .. POPI1 5 ASC [ PYD X H 45 64%[)—3K
PE, REWS S ASC LA PYD MKl 7 &4, i 4
IMEHL T A, M2 N, POP2 BHAR L
HA PYD X, {HJE5 ASC [W45i4 55T POPL, 1
AEM% 5 NLR ) PYD X 454, POP1 il POP2 #4fE
LI NF-B ()35 A6 IL-18 F A4 0 7 A=
P Pyrin RS HIEWI R 5 ASC AH BAE A W)
TR MERIEA, AHJEUTAER, Pyrin 4% I
A 50 RAE/NMERAE R . Pyrin A H 2 T 41
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NLRP3 5 ASC 2 [i] PYD & #fi (115 5 4% 36 1 7%,
W Rety 5 A ROREMEBE B 4h A, HHH caspase-1
(354G, PYNOD [ 3 NLRP10, 5 PYD IX
HMINACHT X, J& Nod #£32&H H, {HEk/> LRR
[X. PYNOD [f] NACHT X # H 5 % %1k J5 5 ASC
g b, HIA 554 15 4k pro-caspase-1, M iy 411 7l
IL-18 1/™=A. #Efes%/KF, PYNOD i NF-xB
AL RN D IL-18 AT IL-18 mRNA [ 4E6,
BRItz Ah, WA= Az 1) 28 43 1T DL 40l
RAENERAEAE . B, Rk A T I
JULE P B At — e 20 2 e 1) 22 2 1 11 i U771 9
(P1-9) 55 41l Jfi 1 1) pro-caspase-1 LA 15T - H 1 J;T
FHEAER 77 XG0 mE A A
15 2 Bk ol B B A B 8L, P9 [ 3Rk B 40 e i
IL-18 W& B AAHSC. T A (1 Bel Z KK
U1 Bel-2 A1 Bel-X(L) #% UF B i EL#2 5 NLRP1 &5 &
M4 NLRP1 H £ 5254k, 481 #1 caspase-1
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PEAES S RNA, 18 5584 1 mRNA 1) 3'-UTR
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Fig. 1 Negative regulation of inflammasome signaling by host-drived molecules
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22 FHRRLARENMIMES B

NAZBIUAA R 998 S sk 2 D AR A SE /N T[] s
W R — RPN, 1 TLR {55
WG RIER TR IR, TR
VE A HUAR B R =2 () — P A e R, A —
JE R B RO ME RIS 5. IR B,
IFN-B #% FH R AE 16 97 2 k1 il 46 SiE (multiple
sclerosis, MS)[]—Z AW A 15 FW P, 1M
MS £ 5 iR i 2 R 48 S e 41 i NLRP3 48 4E /M
(3 B A AT 6. TFN-B il # NLRP3 28 5E /N
RIS AT FRAR IL-18 SR R A7 10 . A HRiE
R, T RFPos— 7 i fets i 2 JE 40 i IL-10
(o3 s e 2t stat3 [¥e 5%, HE0E pro-1IL-18 (1)
P, Sy TR 5 5 S R T stat] 701 475
FEMR TS 2R (1) B IR A, #01) NLRP3 J¢ NLRP1b £
S AIE MRS, NI IL-18 1™ AR,
Inoue ZFHEW], T BYF40 545 510 % fe b 1 Vg
1t SOCS 1 (suppressor of cytokine signaling 1) 5 £{
Racl [f1iz %k, 1 Racl [ 275 M 4U(ROS) ™
AIRTRE, BRI, NLRP3 280E /MA 1) 1 AL 52 2410
Ml AR, AT B E 0 RIE MRS 51l 2%
Wi FAROE AR e A8, AR T AT E
X HELL GEREAMA AL B IR E . AE b 9B
PHHT B AIM2 ZERE /MR FE R, 2R 40 it
KT IRF3 8 I B4R R 24K, A4 H % AIM2
FREINAETRITE A A T B s g5 0.

11 B4R 200 IL-18 I F 5218 22 45 1R 1
B, HA—ve. ke e, R R ek S
M RSSO BOFF R G/ RS ES H, CDA'T 41 i
PR TFN-y S el A% B 40 i IL-18 1143
Wy KRS SR A0 M I ICRBAERT. TFN-y FHUI 3
B IR AN f DC 4 i f5 . LPS i 3 R
pro-IL-1B8 [ARES) TR, 1XFh/ER BERS 4 SOCST i
#03, Eigenbrod 25099\ Jy, IFN-y A LLIE i 40461
NF-kB 5 IL-1B J& 8 145 & i s BL%F IL-18 mRNA
(R, TFN-y AN BRI 71 4% 5 KP4 IL-18 1
PRI = A, I I NO AR 1 7 X S 0
NLRP3 % 5E /MR 5L, AT il IL-18 1) ik
FABL TFN=y X 28 11 /N R 300 1 4 B A 2 LA
X T 3RAF A b 35 N5 J3 B0 i 1) S E W 25 T 471 e
SR T AL
23 T AMGIARE/IMAMES B

2009 £, Greta Guarda ZEWF50 KN, RO &
2T T 40 ML BENS LA R - 40 A 42 fik ) 7 Aol

NLRP1 Jz NLRP3 # 4 /MA S 5 caspase-1 [1]iF 1k
FIL-18 MG RS, %) NLRC4 J HoAth 98 5E A
Ji(t CXCL4. IL-6. TNF)RRECW BAEH. X
Tl - 20 B ) A ey st B A 2 AR - MEAA S
A7 TR, AR T 4i i 3% i 2R 2k i i
R SEIR 7 Z K Bt /& CD40L. OX40L % RANKL
b5 EEAN N I R S AR ARG A I, LR 2
AMAR TR R B A TR ALEI N CD4'CD45RO*
WAZ T 40 AR A8 0% ) A0 R i B A% 4n i
NLRP3 {364k, XA HIE T i P2XT7R /i HAK
T FasL [F R0k, RO K Al v PR s 10 28
caspase-1 #41, HA4Z 0k T 40 faxt 4k P2X7R A
S NLRP3 ZAE/IMA BITE AL AR I H B 4
PERUS. FER B g R, KRG A E AL
T 20 1 LA SE I TR R0 7 20 JE AMA AT 171
P, HHUEIAR SR R T IE RIS, YERRL
NSEZR T o
24 BESHIARENMKMES @R

1 A O YR T e T A e i 1 8 52 400 ) o 1
MM, FERE o R PIRA TR A R A A
v ANAS A S SO RN b TN e i S
GyUs. AMIAE T AR DI G, BaL BRI R, A
Wik 41 1 NLRP3 2 AE /MA iAW AH ¢ 2 A
Atgl6L1 (autophagy-related gene 16-like 1) &t [¢ i,
A0 IR LPS Bz HoAth 28 RE /NPT A AT - 1R R385
WU, PR TE 2351611 caspase-1, S ELIL-18 Al
IL-18 Zr b % . Wi A0 2R /MAAE 5 38 I AL
i, PR W AR T B D) BE A2 45 ) Ze R A4
ROS A Kifk DNA [RRETEG  BE im0 i 2 RE /MA )
WAL [EIR, R RS AR IL-18 FHTAR, EL
IL-1B FR173 WA R AL,

3 REMNREMAMES B S

T EE I I 22 MHLEIAT A0S JOREIMA R SR .
A B R RES AR ROV Sl P I R
GURIARILI 3 1, T 5 Bk, XS RAE
i L R B0 IR R A O 92 0 R
(Kaposi's sarcoma associated herpesvirus, KSHV) %
fih(¥) Orf63 #K 15 NLRP1 4> F-H ) LRR X i 2
L, {HE=Z PYD & CARD X, figfis5 NLRP1 4]
G56, A O A L BETE — Ik(MDP) I &5 . BF
G WLEE S, Orf63 X} NLRP3 44 /A (3% fk b
HATALR MG FHUD. e 55 200 P (10 R8T
7 (Myxoma virus) 1 1 ¥ £ 4k J% %4 5 (Shope
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fibromavirus, SFV)7) 5l fg/™= 4= & PYD &5 8 A
5> F MO13 Fil gp013L, # # A vPOP (viral PYD
only protein)™ ™. "EA1REW 5% A H K&k o ASC
(1) PYD X3 LA PYD-PYD ¥ 5 &5 4, k1 4 il
pro-caspase-1 [FIHAL®. Ak, MO13 M HEWS H £
L e N NF-kB % K1 p105 WL AH &5 4, BH Ik
RelA/p65 AH%, #07] NLR #1 pro-IL-18 25 & 4E
DA77 AR, S A, e 3 50 P ) HLAB AR 22 ik
R EER ISR IS PYD 45 M3 & H 0 1,
WnEE 599 73 )8 1] Yaba-like 93993 55 (Yaba-like disease
virus, YLDV)%i % [f] ORF18L. & Jc i % & (K3 1o
J93 BE(Swine pox virus, SPV)&ifi5 1] ORFO14L 2527,

A7 Gy R I A R BLA B 1 T )
B ZRE MR OCEE L 01, R SOE MR 35 AR
HI. ®.4liJf 2 i 75 (Herpes simplex virus, HSV);”
A1 FU B ICPO fig 8 4 S M B R TFLL6 43 1
1% NLRP3 I AIM2 AT EH]. TF116 B B i )
TC VT B 2 RE /b AR I I i B DNA. [\ 1
caspase-1 0 4% FR ) T WL 2 85 AL ok 5 4R &
ASC PR A A4 R,

TR EERR T ) LA™ AR H B R AR S hE /M
> T46, AT DU A — e a1~ A I A
fEH. 249599 B (Vaccinia virus, VACV)BEWS /= 4=
—Fh BCL2 2844 FIL, XFh 4 ¥ 7] LL 5 NLRP1
gity, EEAHIILE T T ngsG, BEmE 5
SENMERRIE . #E— 2RI, FIL B —
% k2K F Bt (hexapeptide) 7E 1% N il F At A5 3F ¥ &
TR IR, R 2: 9 A 1K) Serp2 FIZJ5 7 2
ulih (1) CrmA 38 T 22 2 R EE IR IR, eATTRe
s e S caspase-1 G PEH L &5 A, ALK
TG A ) 22 S I i 1 I A 1 ) 0 e P R
(Vaccinia virus) ff) B13R &5 [ A1 /N B B0 95 5
(Ectromelia virus)[J SPI-2 £ [1224,

A 55 75 W) S 7E caspase-1 B A& [n] v M 72 2 1K)
AR OX ok R ORI AE R AR e
(Baculovirus) & 1& [ HT I T2 8 F1 p35, e FH i
caspase-1 F /R MG L X HEAE . KRk p35 5
Fik caspase-1 [ L NFS e Kk pro-IL-1B 11
COS-1 4iffurd, 5% N3RIX caspase-1 [¥] Uk AH
e, 4y IL-18 S FFAIK 90%.  2li4kJ5 1) p35
RILHX] caspase-1 50 25 IR PR HIA/E 2L H 2,
p35 il pro-caspase-1 153 FHLHI MANTE . it/
%% £F (Influenza virus)A/PR/8/34 4 fith [ A 45 #) 1 £
137 NS1 W HERE I caspase-1 Hi 44 ) v AL B =X

[PFAS, 47 NS1 H 1 N i [ RNA &5 X F1 R4k
DRl AL 57s, XA 202 13F IL-18 73 WA 1M e
JIRRIG e, 7812, 78 NS1 R AR 1
JEIBE A/PR/S/34 SR LI A i, W IR RNA At
1) 8 1 I (PKCR) 45 40 1, T 48 SR /N 4% 44 3 110
IL-18 (50 W B ). (H2, NS1 8 6 RE
IMERIERIFAESE 3, PO TE @ EUR P HSNL
5 R BRI G T, NST 2 (1 W B v 1L
caspase-1 M 175 S 40 B9 T 4 FH 7.

L8 W RAEMATIREMIHLHIZERL, A7 2895
FEAEE I I 7 2E microRNA SR & 35 0] 48 5E /IMA P40
HIFEH . i A\ 92 9% 75 (Epstein-barr virus, EBV) %
(%) miR-BART1S5 nJ 4¢3 /E | T NLRP3 mRNA
) 3" UTR X, #5] NLRP3 [f13R1&, M A& #% Xt
RAENRFFIHEIER . ALk, miR-BARTIS it
R0 AR L 1K) B 40 Jf HhoRe s 2 J [ 4t v, 5%
Wi A AR B A L, At 0 i v R A A

4 HHE XA MARE 1R

AT R A DL B REWS 7 7F NLR 8 POPs 2§
IRAN I JAE A TRTEAL. 205 2~ A
L5 18] PAMP 38 8 2 hE /MR I PSR T . 40 5 1 T
153Uk ZR GE(T3SS) RS 43 Wh— L6 5 J) K1 22 15 - 4H
Jfarp,  IX LB I K RS IE /AR A BT TR
ST A AMATRIE AL, B BARR PRI AR 45 %
HE /R R WA (Yersinia pseudotuberculosis) L 731 22458
S AT I T YopK, B RENS 5 A1 T3SS M
P EA AR, BHAS JRE /N AR 5t B ) 1R
. BRI YopK e K AL TRARIN, 1R i AL
caspase-1 S RIBH A4 IL-18 MIHES) W ).

Sk N I aae N RS SN R (B SRR -G S D
caspase-1 A W "W AF . 9 on, & A R MO B
(Pseudomonas aeruginosa) "] LA 7= A& T3SS R W 4 [
ExoU 1 ExoS, Jir ExoU HA#RAEETE, ExoS
1) C it AT ADP W2 WERE RS IV PR 45 M s, &A1y
Re g N caspase-1 PG A TL-1B )73 W, X 4L
ARl 7 DX A0S 1 RAT A A /N B
2 ¢ H ELEN Nl g5 R HB IR % B (Yersinia
enterocolitica) 1A 1] YopE FI YopT A &5 [ Hg 1%
] Rho GTP Mg (1) 3% %, 22 177 41 1] pro-caspase-1
10 5 ZE A T AR SERE AMATRI TR, S5 4% 03 KO T
(Mycobacterium tuberculosis)Rv0198c 3& [l 2 i1 1)
Zn* 4 JE B 1 ZMP1 L EEWE 4 caspase-1 [1935
AL s B VG T T 2 Ak ) — g i A7
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mviN fE 18 16l AIM2 28 5E /AT A A5 5 38 %
caspase-1 [7E 1L,

A EC 2 B 1] LU e s 7K P50 980T /N EAT 1
. PB4 A R (Legionella pneumophila) BE % 411 1l
P MER AW L H 1 ASC mRNA K AE /)
PR 437 NLRC4 mRNA 1774, AT 4 il 7
G, PEUE T KE BRAKES. fE N DC 41,
JIii 98 4% 3K BRI (Streptococcus pneumoniae) 7= A2 [ %5 1ML
# (pneumolysin) RE 11| caspase-1 mRNA 1]/,
A I 08 FEAR B b7 3 B 04 W7 B (Francisella
tularensis) 2 IE AL AR 1 ripA 18I #1#] MAPK {5
S, HH] IL-18 mRNA [F72 B8R, S AT
KL, UPTTIREEGE B 4ii)s, 3L T3SS il i &
Yap HIBEMRAL, {21t Yap A1 Hek BUAHEAEH, 2
T4 NLRC4 [ 5509,

5 4 5

FEAE 2 50 S A D SRR g s, i s

T A= ) 8 ok 5 P L SR AR B i ] (R 1), 9L
SROCT JRAE/MATRAH G 2 A T IR Kt e,
A V2 S Rl il OCT 980E /MA
PUINEAE 5 I BARNLE], R 4046 1) NLRP1 K&
AIM2 RSN AL 1) 570 EAE I 38 43 A BE % 5 MDP
S B EELL > FI dSDNA 45 & 0 gtk (HIEReS
55 At 80 /MR B 45 G IR AR AL 2338 R B
NLRP3 ZAE/MEREW IR 5 2 el F S, 2 EA7F
E—FARMEANS T IXPRBIER IS %,
IR TR BRI AT) AN BRARRE AT 22 M JEIE /A TR 258 D] 1
FISZ AR R -8R IGO0 T S 4 B R 855 i AH G 4y
TIPAIMER, XU — @ AR HARK 2 35
Tl R BLIKT e 4% 1R ) B DNA [ TF116 28 5E /MA
25 I JEREAIMAAH G TAE IR S AT IR B8,
BT IL-18 S5 & N e AT SR i A=)
R B EEER, HRAEAMEMTEZ IL-18
BRI OCHEERAT, DR b SR /A A LA RN SR
AN S O R L T R LR B A

Table 1 Examples of pathogens that negatively regulate inflammasome signal pathways

R1 MRAEIMAE SBIRAIZE GBI ERRRRELEY

B4 V5 eS| e 2% R
i orf63 3 G B AR S G B LRR Z4Ll4 454y NLRP1 [17]
MO13 BRI T POP A4 %4y ASC; 1] NLR A1 pro-IL-1B 772k [18-19]
gpO13L VLT LR POP A4 454 ASC [19-20]
ORF18L Yaba-like 3 7% POP A4 4t ASC [20]
ORF014L BRI TR POP A4 4t ASC [20]
ICPO Al 2 Eesli [%f# TF116 [21]
FIL SR YT %4y NLRP1 [22]
Serp2 FhIRR 9 B 24 R EE BRI i capase-1 J5 1L [7]
CrmA IR 2o AR 1A 1 77 01 capase-1 i1k (7]
BI3R I7 T3 B 2o R AR 1A 1 77 M capase-1 i1k [24]
SPI-2 /I B s 2o R AR 1A 1 7 3 capase-1 751t [23]
p3s IR i capase-1 51k [25]
NS1 it B T dsRNA i &5 H i capase-1 751k [26]
miR-BARTI15 NIEIZ I 75 /N RNA ] NLRP3 ik [28]
g YopK TS5 R R 7R T3SS &4 # A i g JEAMR U T3SS R4k [29]
ExoU SR E Y G il capase-1 #5 1k [30-31]
ExoS YR ADP i 1 M4 capase-1 ik [30-31]
YopE ANZER TPV GTP MG LE A M capase-1 ik [32]
YopT /N 5 1 9 BB IR A AR i capase-1 51k [32]
ZMPI G5y Bk Zn* &x JE R A 1 capase-1 i1k [33]
mviN 7 I B P Tl NG e o7 g i capase-1 751k [34]
W% Jili 9 BR 4] caspase-1 mRNA [36]
ripA -7 9 B 30 ARENA i) IL-13 mRNA [37]
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PEBIR 13697 S HEAN PRI VA I 0 s R R % . It
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IR« FFRAE LTl s TR Sl PSR 53005
BEPE I 2 AR5 JORE MA T A R N
JH93 ¥ (HC V) BE % 75 5 FFJIE kupffer 41 g ' NLRP3
FORE/IMATRITEAL,  3E 15 2505 A AH B 11
FEAER fHIE, T RFIE HBV YL 5 2O MA TS
POIIOC R AN, ARSI = K R AR Ho g% Al
JHBE S B 22T 9T, B AEAE S BUT 28 s # s 4 5 AR
T REM 52 OCFR, S TE Ik 36 2 A P9 905 e 2 Tid 52
B2 1E HBV 48 P 5 35001 4 B S 5 52 7 11 HY
137 EEGE RS OCT RE MRS T 50 1 5%
2, WAV R R, HBV &G n] L5
T T 40 Ot HE 2 Kupffer 40 g 4858 /M5 4L,
FEAE R IL-1B A A F LA HBV (13 B, (HE,
HBV () e FiJ HITT LUK LPS 75 51 20 MK G
AR SR ) R AR FH (PR R AR, FRATTh X
J& HBV IR AR e N2 . HEkE G RGE
MWL Z —. 96T HBV R 2808 IMATE AL 0
AR FHUH]. 75 HBV JEGE AR B B 48 E /N
TR AN K 3L 5 HBV G AH ST & A R R
PR v F b — 2T

BN, JE/IMATR IR Ho e R 98 REAH DG
RARHLE I TR T 8T R4k, i) BH 980 /IMA TS
1 S SR A 73 - WL T 2OE M A %
WRIPVRTT ROCHEEE, A AN . H S i
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Negative Regulation of Inflammasome Signaling”

YU Xin, ZHANG Cai”
(Institute of Immunopharmacology & Immunotherapy, School of Pharmaceutical Sciences, Shandong University, Jinan 250012, China)

Abstract Inflammasomes activation is critical for both innate and adaptive immunity through their regulation of
interleukin 18 (IL-1B) and IL-18. Prolonged inflammasomes activation can lead to exaggerated expression of
signaling components as well as pro-inflammatory cytokines that can damage the host, resulting in chronic
inflammatory diseases and autoimmune disorders. Therefore, pathways of deactivation are important to balance the
immune responses. However, recent discoveries have uncovered a plethora of pathogenic strategies to inhibit the
activation of inflammasome signal pathways and the production of pro-inflammatory cytokines to evade immune
responses. Elucidation of these mechanisms might be helpful to the rational design of therapy against infectious

diseases and other inflammasome-dependent inflammatory processes.
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