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Abstract Inflammasome, a kind of polyprotein complexes, can activate caspase-1, regulate interleukin-
1B (IL-1beta) and IL-18 processing and mature, thereby inducing the body's immune response. As the important
regulatory factor of inflammation and cell death, inflammasome plays an important role in innate immunity and
inflammatory disease development. In this review, we focus on the recent progress in the studies of the structure of
inflammasome, mechanism of inflammation and related diseases and so on.
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Fig.1 The signaling pathway of NLRP3 inflammasome activation



R TR SOERRT T R

125

MSU). Ve fA-BEE,

W 7t B, NLRP3 4 E 4 F B VU 250505 5
R () — R A EE R BT IV i R 4t
(T3SS, T4SS)IFEAL T RGN, — 2 i ZF ATPL
T A R PO X, A2 AA, it K AN TG AU, = 2 i
HE SIS AR, oD E MG T
AR DR AR AR . TRER BN SE B 4N M 7, I
3, B S B, WAk 28 AR, AR,
IRA W TR BV 5 fR (e 4 AbCa™ T, 2
3 3 4 U S A RN LR P3 A A4, AT S EUL-1p
()53 G M) c AMP KP4 IL- 1353 Wb it c AMP
ENLRP3#Z 1 1R 45 & 48 (1 A8 ELAE A, AT BHEL 1k 48 JiE
A 38 R PY; TFN-yi% S (NOE i 3V A 2 fbNLR P34
AFNLRP3 % RE A2 2%, 3F 1 400 1) 9 JE A4 B T ANIL- 18
N L2223,

1.3 NLRC4 ZIEAHRE A

NLRC4 % i /& 5 & P HNLRC4.  pro-caspase-1
FIASCHH i, WF 713 WA 2 S0 T #0125 1 S(NAIPS)
2 5 TNLRC4A R 1R 2 A V) 44 Blte. NLRCAA
HAHASCHE AT B & # FEcaspase-1. {H H ANLRC4
ASCHH B AT A Re A 2k B FAIL-1 BI 4314

WOFNLRCA %8 0E 14 52 6 W) T 1 i 0 0P
g —se 2 MR, W RGEDTTIRE. #s
P B M B K o IR G B B 5. X LB 4 TR E 3 T3SS
TASSFe ¥l 2 A1 FH AR B NG R N, JE 3
NLRC4 78 hiE A4 (1) 2H 362,

1.4 AIM2RTEREEH)

AIM2 % JiE & 5 & ¥ HAIM2. caspase-17£/
ASCH . AIM2F5 — A NPYDSE #4 3 1 — A~C
IHHIN20045 4 3. AIM23# 3 HIN-20045 ¥ 35 45
S MR I BUEEDNA, 75 S AIM25E 5 4L, ASCid it
CARDCARD H A H Scaspase- 1413, 42K E &
Yo WOmAIM2 90E 7K 526 W 1 2 B2 K i i AR
(1 dsDNALS?T,

1.5 HEREREEY

B 7 UL EJUM RAERE &Y, IBFEERT
NLRCS5HINLRP6 % i A B 78t H 2536 2 o

B 78 2 B i iR AR SO NLRCS 28 0 44, I8 i
RNAT#L FMNLRCS5H K%, T iffcaspase-1. IL-1B
FIIL-181 A2 B2, KumarZ:®)$5 Hi: NLRCSid % 1A
RE % i HEIL-1B2E A, K BINLRCSZ 5 & E 7R 1) 2
Ji, (EHAENLRCS 5 B 4H i S50 ) S TL- 1B AR AR 1 I

AR o

NLRP6AE A AL ER — AN 5 R AR e e
IR SR A5 5 3 1% 11 FE 0 AONLR & 50 il AP,
ElinavZP & L 1 NLRP6 2 AE 1A 5 & 7K g 1 15 2 Ff
I P AE LIRS AN JORE N A Th RE, B = X JERE 74
B A AR AR A, SN R A R (IBD) Y
RIRA

2 BERESIEY

TR 328 1] S8 I AR A 5 S B T T 98 RE IR LR
AR R . AR BEE I SIE AT 1 B9 - G0
SERIBOE RS B R 2ORE B B B S VB (Aot
T BB A 2R B AR ) A ORI, TL- 1B 7= AR A M
S BHRE. BRI ARWANLE, BT IX L i A2 52 B
FERE R o I R A T LA H AR P i R A 2 B
BAE LY. HhAh, R 2 A A A R DA
PR, BEAEPH IETL-1PERIL-1 8BRS K] 78 S i o My o
2.1 WEMET AR

W FL 2 B 94 25 R A8 A IR 28 E 145 5 il i (A
2). Y9 7 Fgp013LAIMO13£EM% 5 ASCHR &,
il 98 0 A 0T 1K 8 R 1 T A 0 AR TL - 1 P i 5% A
[ e 3, AT T PRIL-1BF n B3, 96t Jom 2 AT
R B A8 NS URIp35 43 591 $91 fhl] 98 JE M B g 40
KSHV# i& [ NLRP1[F] & ¥)0rf63, H 5NLRP1AI
NLRP3AHFAE FH, 5350 JE PRS0 14, A5 28
G G P 2 1) 2 S AR A

ST T P A DR A L R TR 4 2RE R TR AL (2).
YR 45 4% HI /R £ B I YopK 5 T3SS 5 A7 147 41
VEFH, AT BEL T 2 JRE P4 B Jen S0 157, — Lk BT g
75 T D A AR U YT SRR . o, W T
PEZE P B T PL ASCHm i 3[R 1) 2 S FI I ASCER A
DLR FH E SERE AR AT RS 45 98 I /R #%
IR R IA YopEAI YopT, fE#% 1 Jicaspase-15% AL I
) 2 R BTG o R R i 2 BR T A 11 5% [ B 2L
A PRE AR R JERE A ] Y A D 10410,
2.2 BREEIETRIER

B, — AR A T R, R A8 (R ik 2
T 40 B R RN 2 ) PSR R o R T A
955 IS N7 R 45 A T THI, 45 41 B AT T 40 i DAL 1) 4y
WEES S W ITUE S /N BR B b G P b ok 1
B A B2 T AR R, 2 B AR A8 1 ORIL-1P
FIIL-1811) 72 A, A5 BT~ 38 58 o A e 47 I nk R B A 75



126

RFAIGRIR -

NLR

ASC

Pro-caspase-1

Pro-IL-1B
Pro-IL-18

caspase-1

IL-1B
IL-18

(12 T TS R AE AL

Fig.2 Regulation of inflammasomes by microbial products
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