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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 discases and so on.
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WAEAWTTEH . ASCH BT R SRR NS
PERIHLA AR 5 0 B AR R IR 25 Ly ThT FIIET
BERAE LRIk .

1 RIERBIE R HAER LS

R A JE INLRs S T 1 43 B 51 (NLRP1
NLRC4. NLRP3. NAIP5. NLRP6AINLRCS5 %%)
a0 i FTIDNAAL J26 8% B8 (7 22 9 Bt = [ 1-2(absent
in melanoma 2, AIM2). 7 #% &5 '1(ASCE{TUCAN/
CARD-8). LA J ¢ VEcaspasesZl I 2 & %). H v,
ENET ORI Z B R B AR R G, I 4F
Sk HE ST % 1) 2245 NLRP1. NLRP3. NLRC4.
NLRCS5. NLRP6FIAIM2 4 JE .

1.1 NLRPIXFEAREEY

NLRP1 4 AE A4 1 /& % #¥NLRP1. W & H
caspase- 1 fl1# &5 85 FAASCHL B . 52 B FH Y. fic 44
WG, &40 R AR, il CARD-CARD [A) 24 £
F#1 Z5pro-caspase-1. P AHApro-caspase-15 KAk
It B 5 AR A ilicaspase-111, F 1% 2 RE AR 15 4L
ASCIHFAEL T ¥, (A ASCHI 43RG AL R,

NLRP 1 JRE R ) = ZOS P 35 MR it — ik
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PR, NLRPL I B 5 55 24k, &b T s
IRA; — B 32 30 ¥, PYDZS #4485 ASCEE &,
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CARDAS M . B i PR 2 11
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DINALDPL A N 3 H caspase-12H . 7E 52 FIAH W ]
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1t CARD-CARDAH B A H A5 i {£ caspase-11".
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PR, AMIE R A B AR B, A A
IR P WIMDP 41 B RNAZEN B3 4 i
TP BRI SR ROk T — AR ARRE L A RRUIAE R
P ) B ) o PR R 4 &5 i (monosodium uratecrystals,
MSU). JEfR-BEE,

W5 IR, NLRP3 ZAE & 3= 247 D435 A5 5
() — R 2 BT S IV IS 23 W R e
(T3SS, TASS) AL T ARG, — 2 Ml S ATPIR
TS TP X, A2 K, 35 K AN M T AR IS, = i
W51 3 AR A, SRS TG ARCR T B
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Fig.1 The signaling pathway of NLRP3 inflammasome activation
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NLRC4 R AEA ) 4 5>,
1.4 AIM2RIERE A
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HIN20045 #4458k . ATM2: 3 HIN-20045 f4) 485 4% 53 7%
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CARDHH H.AE ] Hcaspase-14H 1%, 42k & 5.
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caspase-111 7G4t 34 1 ¥ caspase-1 . % 1) 43~ JEAilh
J2 [ ISR B R A0 AN BT B 2 A ki Ad . (R Bl = 4l
J 1 R (BR R R A4 1 AT W) I, 2R A 2 R R IR
J Ik 2 35 M AR RURR TR0k b ARDNATE A 41 i R, fi &
NLRP3 4 i R B, A UEE R B, AW n] LAIE
) P IL-1B R Y, an Lk s 5 A WA B T IL-1BI ke
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Fig.2 Regulation of inflammasomes by microbial products
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FEEE R W HALEI T e 2 CURGA M )m, it 50w
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i K AN, 0 JRE S SR AL, 1k caspase-1, T3k
IL- 1B T 53k, 2 5 CHIAE S NPT,
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RNERAE A W B2 41 28 E Sz N v ke H A 0,
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1 1 28 Ji 28908 N A SR AL 23 v () 2 ik 25 W) 5 1 et
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AN AE T A T T ENLRP3RIASCI 2 5, Jf 2>
JE L ASCHE 1192
3.2 RAERSIERRMERAERTH

I ) SORE AN Oy B0 52 Wi B G R 50T 1 &2
H), AB 5 R 7 ST AR [ I A8 S50 I 52 i
VEZARU, ARSIk RERELL . 270E IR . i
IR JHEAE 550 B9F 58 3 W], NLRP3 28 il 44 A1 fiE i
BEACUHAT ) L R TL-1B7E B Bk 5l B A 4k BT B
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RSO FIE B T 753X Se AR 90 14 (7 E 22
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(I SETL- 1B T2 A0 8 2, TL- 1T E 488 5 | e e 2 A
JRL R 45403 FBE T, A m] T2 o o 4 i oy e R, T
FERAIBE IR . BT W, FHINLRP3 2 RE A1)
AT 1R 7 R 2 8 PR PR A T B

322 KIEAKRLHA I K R ARE PR DG
2, IL-1BAE A T MM G T1 98 1Y) B B 98 0 DR 110,
Martinon %5 5% & I: NLRP3 28 i AR fFEMSU A
IL-1B75 | S PR AU 28 0 e v ke 1) FE 24 H, AL
AT B EMSUME B R o Al . B 1AM EkROS
AW HENLRP3 JAE 1A, 3 s B A FRITL-1B, (232 %
iE RN PRk, BH (EMSUH ANLRP3 48 i 44, 1] L
YE R B3 v6 T KRB T732

323 KEARLMR#ZERA  NLRPIRIEML
Bl IR 2% B i AR . HalleZ8 W0 I, B
VE R B A M (amyloid-B, AR /IS B /N 28 15 5 4 i
T, WA, WOENALP3 AL AR JBUL-1B,
VR RAE SN AN ZH 23453407, X AT HE 2 100 K A 1
HEHLH

324 JURAKEBEMAA  WIFURY], NLRP3RIE
AT M B 2R AR B A 5 1R TRD 5P A
1 T A FE A SO HHINLRP3 28 0E 44 7] A7 24 sk
D TR IUE SRE RS BT O R e R T
AU Bk MR s )5 2 R R = A, &
AR PG . 2 5 H R AR e ek #2072, e Ak, i
NLRP3 R AEAAIE A0 AT 95 IR PR 28 11 e

3.3 RAEMRE B 5 & MERR

T REARAE R AR Sz Hh (I E AR L, 2 AA
5 B S i 1) 8 R W2 302 K.

12 K 9 X ((generalized vitiligo, GV) /& H
St . A GE TR 1, NLRP1E K A% 15 1R
% 7 P (single nucleotide polymorphisms, SNP)5 GV
(R RIRAT R IR o Jip 98 A2 BH e 2R U 5 176 1) S il
JEES 1 JRE PR, BT, SOREAAR R S mT
REAE W 2 R AR ) — AN K, BIFSE N GRS 2
N J8E R 7 R & Bl caspase-S R 48 E AR 55 2 08 ) A
A RV, A, RAEAAH IG5 Sz 5 11 e
JIAREN fu k3T M (sickle cell anaemia).  H 5 oz LB
AR (autoimmune addison). 2 XTI 42 (theu-
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NLRP3 244 =l 5 B Fo 2 1 i AH U7
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FEE . AEREAN MU, caspase- 1IN AE 51 40T [
N NS AR, SR 7E PR B S 40 M, SORE R g
WS DU o SN o SOREAR A FH 5e 7= 4
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