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(O FHER AR M SR ST T, B Ak 2T 4 TS S =, TP 4210015
DRI R ARG, HRH 4210015 O AR KSEERSE RO W F EUE A, #FH 421001)

E AU A RN LR IERERIIR PGS 2 L5 S I — 38, 18Pk JOAE S At H B ZERFIE 2 —. Nod K244
# A 3(Nod-like receptor protein 3, NLRP3) % VEAAE A7 T AU Py I —Fh 8 A &2 &4, B ZEINRe AT R IR R A AR &

Fobt A M K 7S 3 I X — R R S R I R 1 ARIAOKE, AT BE 2 A AR PO R R A . AR
SO0 NLRP3 EPEAR IG5 H . DhBE T LUSAEAR RO TP AR R — 2, DU AR R OB ¥ S (OB A

KiEIE  NLRP3 % PE4k, RBtrEseom, kN7
ZR49ES R363, RS

Nod Ff 32 4 11 3(NLRP3) 4 1 7k HA7 1 4%
BUAA NS 1 2 0E SN I D) BE 4 B B9 45 NLRP3
(NLR family, pyrin domain containing 3). T 4H ¢
BE 53 FF 5 [ (apoptosis-associated speck-like protein
containing CARD, ASC) Fl - Jit 24 IR K & 2 I &
1 W 1 (cysteine-requiring aspartate protease-1,
caspase-1), & PP BAM P f A5 5 1) T st
JRZ 2%, JEIEM caspase-1 4> TP &, WEAN
% 1B(interleukin-1B, IL-1B)F1 /% 18(IL-18)%%
& 2 40 J BRI 1R R 23 W . TIL-1B 2 — M2 i
IPE RV 1, WA IL-18 L5 %0 40 i 11
IL-1 32 AR45 &, B0 TL-1 15530 5 A BE R 1
F (myeloid differentiation factor, MyD88) 4K 4 1]
NF-«B i, feit IL-1 S5 e K7, 7% 3L
PRGRE R N FICUESE, TL-1B A3k 2 FhAR i
PRI R R R B S AER 1, BT AR 2 25,
REAT A AU VR0 IR 2. BFSOR IR, 7 2
T PR (type2 diabetes, T2D)PL 5 ik 5k A Al 1k,
(atherosclerosis, As) ¥ =E W K P I8 Wi 1 HF &
(non-alcoholic steato hepatitis, NASH)F. At P51,
Ji8 RV B] 2R 2% i B 995 (Alzheimer's disease, AD)®
Hh, RH Y IR B UE K A 22 K (islet amyloid, TAPP).
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JRET I A ARAHIR B . M BENZ . IRIR £k A 1A
(monosodium uratemonohydrate crystals, MSU)
B VERIH H 1 (amyloid-B, AR)I W IE id J4iF NLRP3
RVt TL-18 e 20, $E75 NLRP3 R 1
IS AAERUAA S AR AU IR s 1 Jie A 4
SHEAEF . ASC NLRP3 R PRI 458 Thigfn
PRFEBLR LA AEAR s TP R A — 253k,
ARSI LT ) 7 VR T RN IS AR

1 NLRP3 XM ARBIEH . Thee 5iATIHLE

1.1 NLRP3 RMRBIEEH S5 TRE

NLRP3 # P4k i NLRP3. ASC HIG i 1 14
caspase-1 Hij A2 1) 52 5 K1 NLRP3 52 i)
Jf P 52 44 Nod # 5% & (Nod-like receptors, NLRs)%x
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HFGR B, T2 RIS A 40 i
Eongan i,  HAT IR0 s A D) e, NLRP3 H A
NLRs H [ S5 [ RF IR PR 254 ol —— 3R o ' 3 —
e IR 4 X i (leucine rich repeat, LRR), HAJLL
PN AH Y (R C A4 v Ta] () DX SFR 4 NBD(HH.FR 4
NOD = NACHT), NBD J& T NTPase i 5% il i ,
A LUAE ATP JKfi# 4 GTP; 2 B i & 41— 4> PYD
(pyrin domain) ( B¢ FX CARD (caspsse recruitment
domain) 8% BIRs(baculovirus inhibitou repeats)) 4% 14
B, e b AT [IFESS M) 2 1 455 2 M)
RIER N, BiliniE L PYD-PYD AHH 4 F 7 54k
ASC. ASC & NLRP3 YRR E M, A AL
ST/ NLRP3 IR PYD S5Faish, J ki
—/5 caspase-1 B 7R A [F] ff) CARD £ 4E 45 #
B, VEREMEEA ST, G UL PYD-PYD HiI
CARD-CARD #2211 £ 2K NLRP3 Hl caspase-1 Hif
PRIEF K, TE R caspase-1 [ A4 (1 AH X & i &
WIS g S DA KA 1) g X e DY SR A R AR B 5 s AL,
T 1B AT Bl R 1) S 2R AK caspase-1. A R AE
RPN ER 1, caspase-1 BERSKE TG PEM IL-18 A
IL-1B RIPRBI DI 0 M IL-18 A IL-1B, fREILk
AT A0,
1.2 NLRP3 RMERETIETIHLH
1.2.1  NLRP3 RIEARIRHEE K ILHLH.

NLRP3 % P4 6 % 1K 51 22 T il A 4 S AR ™
Py WOE A5 5 (R 1), W MSU. & B R 5 i 44
(calcium pyrophosphate dihy drate, CPPD). %4t
fif (silica).  H A [k & Wi B (Japanese encephalitis

Table 1 The activators of NLRP3 inflammasome

activation and the mechanism in diseases
#z1 NLRP3 XMEKMFELESRE

TEHE R TRIR  R R AL
ML HWAES PR ZH R
BESFANGE RN I A P R [7]
FEBEIRAS i 1A
ZHAbRE i fi [11]
BENIE EE:NId [12]
WP T i fi [11]
BENIE EE:NI/d [12]
JB B R A 2 ik 2 ROk PR [3]
R NP MO R SR [13)
B Ik R L i SR e BRI [14]
= AR RN T fi [15-16]
JIE T o i A KRR AE L [4]

virus, JEV). FEHIR £ (palmitate). A MW IE & D
J3 £ (human respiratory syncytial virus, RSV). B &
1 FE 2 (amyloid-B, AR). - F A A A4 (silica
crystals). JH[& 5 44 (cholesterol crystals)&s, AS[A]
5 5 WS NLRP3 RYEARMHLEIA . HAr 3247
LR 3 Mt : Zekifk DNA fBidd s 3 45 15 F
IR AU (B 1).

a. ZERiIR DNA L. 2860 A 0145 B il 1) &
i {& DNA (mitochondrial DNA, mtDNA) il it 55
NLRP3 454577 LU NLRP3 A& PEAKN. H i T
SR3OS NLRP3 28 AR LA P A, 4
B MR LIRS AL 1AL

BB AN 5 DL )0 NLRP3 28 1 A4 (1)
BUHI. HnTRe A2 B0 B 7 1l E RO S 4 R A
K" AN 20 i NI K, BRI s SRR R Th e
iy TS, B ROS FIAAL T mtDNA, MM 3H0E
NLRP3 & AR, H i o141 i A K- b iR
FEAALUE 3R, 5P, 2070 R IR T 4
JEE TR SE A, A K A B R FE AR, 55
MUAMET ATP 455 40 MR i B AT w6 K i
(WIS 574K P2XT 324K (P2XTR), fEHE K™ 4N, 1M
H W& A6 19 P2XT7R I& W] LA 55 4R 4% B 3% 4 R A
pannexin-1 £ B KFLIREIE, 55 K PRIESNR
{F40 Ha YA K29, b4, pannexin-1 338 i8] LA
5 BERE )ik (muramyl dipeptide, MDP)#E A 41 il
W E NLRP3 R PR, i ATP (7 2E4) ADP
HTUTP w] LLIE e e 21 52 {4 P2R AT Sb A4
TAAEE, MSU %) BE NLRP3 % PEAAR. 25—
B, tAEW R R AN ML S MR K AR
Wi NLRP3 R PR, HE— PRI, K AR
WS 5MRYE 5 S 1) NLRP3 28 RS 1029, 2
HOCERIIE, A K AMRA L LS4 NLRP3 2 %
A, 7R K AMNRAS 25 A6 NLRP3 4 A4 [ ik — 1
ARARN,  HEARBL M R

BORT T ORI, AP AL I HLEIE 2 5 BOE
NLRP3 R PR, 855 2 4 )5 S AL 3 1) — AN
T, AR BAL LG DR A H— 2
pannexin-1 JHIE A S ML &R, B Ca? AL EL
Ca® W0 1) 55 A% fdra ik 44 Jid W] 1) pannexin-1 i 1&
AL 85 ik BT A A, 55 P4 5T ORI Ca?* A4t
ML Ca2 H = H RS2 AR 2 (10 4l 41 i A%
R 4i g 4 ATP 38 o 16 H T i 32 40 2 ATP 32 44
P2X7R {F A0 Iy Ca® MY w9, 454635 2 55 0
NLRP3 & PR vl GEHLEIE, Ca* 5 Ca¥ Z 1k
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(calcium-sensing receptor, CASR) %% A i NLRP3
RIEAA. WAL CASR fE Ca? il NLRP3 R 114
AR AT AR, — D T BRI 4 1 Py PR A
P& 5 1 (cyclic AMP, cAMP), MM fi# & cAMP %}
NLRP3 f0IE T, 55 —J5 ik vl LU 5 N ik
B Ca?, (EANH A Ca® K-V HFET R, S
FLARTI e Z AR mtDNA, %S NLRP3 & PEAAS
P, Ca? B T 5 CASR 45 & il NLRP3 & 1
S5, Al Hu 4 Ca? i v LU G 8 B2 44
(G protein-coupled receptors, GPCRs)#Ji% NLRP3
R AR,

b. PR, GRS 15 T S (reactive
oxygen species, ROS); & #% NLRP3 & PEARTG L1
K. ROS (17 /E 7l it 5 NADPH AL lEAT
Ky AU A D REREAGIN, A BT T oS
NADPH %L 5 K ROS L, 71 ROS M4
L, i 4 E B [ A2 B8R [ (thioredoxin-interacting
protein, TXNIP) 5 #ii 4014 £ [ (thioredoxin, TRX)
O3, FEUNLRP3 SRR, E AL B
UL R, TXNIP 5 TRX &%, 2 ROS #Jii, TRX
ABEAYREIE R, NIk LA S5k,
TXNIP 5 5 A6 /K] TRX 73 i ) 45 & 2 NLRP3 I,

M ZE4E ASC il caspase-1 FiIA4 5 i 2 P AR I 41 3¢

WIHLH S TXNIP 26, #E-— BRI, M2k
b4k BETh A2 BN, NLRP3 48 M AR % 16 14 i
1% 5 ROS Ut AT,

c. VA URANZLMRUL. AN M I A el R S
SRS SR UN L R E S = AL VS )
H, WOIE NLRP3 # P4k, L 4121%& Al B
(cathepsinB) & NLRP3 4 PE A5 4k fs H 2 (1) A
518, CathepsinB i it 5 NLRP3 [ LRR [X 345 &
% NLRP3 I, B#fi NLRP3 [0 5 1, Mk
7% NLRP3 54 ASC Fl procaspase-1 3 Ifij #5378
A TR I i T A i 2 RE R PN AR )R R
NLRP3 5 PR 1) X —A L.

1.2.2  NLRP3 R PTG SR L]

NLRP3 % Ak B A7 {2k IL-18. IL-18 1 IL-33
SR RE,  IXEGPR I AR 0] T B R I 4
A L, H P AR e R LA IS B S
F. DA, NLRP3 2 A4 (135 14 06 25052 21 7™ 4% 11
VAP DLYERR LR AR S . H ol & R IR B ) i %
NLRP3 % MEAIE AL 2 ZEAA LT 4 F.

a. FURPEFALER. AR SRR S R ) 2
PERECRT LA W29, — K H A PYD 45 i 33,
BFEAEE . POP M #E AL H (VPYDs), ‘EAI11E
i PYD-PYD J5 20 T3t ASC F1 NLRP3 2 [ 1] /¢

WAL SRR S NLRP3 R PEARVE4FN IL-18 70 H, M m 4% NLRP3 %k dize. 5—3K
W%—%’ ?#%%&I‘/JIL & W%}%
® 0 ' uiETs '@#%%' e

A ARE R X L' J WI@&%

_— { L'

e pannexin-1 MfL?tT/] P2 7 -

e
e /
| . l ° |
NADPH % AL Pan¥ia v 4R (1T B I
| 24 7{‘11$ DNA - - izl
am //// m
A
) — NLRP3
TXN
TXNIP —— TXNIP —» - p
caspase-1 H {4 # LRR: =R 5 £ X 15,
NLRP3 © NBD: #1745 & S T A 4l #3
— O caspase-1 0 CARD: caspase-1 S8 [X 1
. g ea Ty, TP
Fig. 1 A model for activation of NLR-related protein 3 (NLRP3) inflammasome
E 1 NLRP3 RMAKFELEXE
ATP: —fIRIRTF; pannexin-1: ZEBRIEEER (KR 1)K R pannexins 2 —; P2X7: Pl 14 M 81l P2X KKK A 2 —; TXN: #ifiE

=P
IL-18: EN5 1B.

TXNIP: AL EHERLEEA; NLRP3: Nod #E%Z /A% H 3; ASC:

FITHRPE AR R caspase-1: PR ARLAREA N 1;
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HA7 CARD #ifylik, f35 Iceberg. COP1. INCA
F caspase-12 %5, X — K E [ i) CARD 5
caspase-1 ] CARD HA7 i [ [FJYE P, @i CARD-
CARD 77\ 5 caspase-1 e 4+ 454 ASC, MM 4
W NLRP3 & PEAR G4k, Hb4h, FREIZ Wi o
(measles virus, MV)EKILH) V i Hilid 5 NLRP3
[ C ¥iig 45 ) 545 & 4 NLRP3 & MRS, &
I B RIF(PT)-9 A2 caspase-1 [—Fp k5], @it
5 caspase-1 {f A7 /45 A4 caspase-1 15 {LP.

b. 40 EBEHLE]. BRI B ) 4 i
JSC Gy BRAS B HEAT B A TG AR L. AR
W, HMEINRESZ 1, NLRP3 A PEAATGMER G, 15
5 T /) caspase-1 KA NN, S34h, ARG H
LC3B Al beclinl i % 5 » caspase-1 i& P4 3% 5% ,
IL-18 1 IL-18 Jp b %, HABebLE 2 A W Dh e
T, LRAATERRAES N, FEROS KT,
AT T NLRP3 48 VA4, 33 B [ R A7 [a) 3
NLRP3 RAEARIEHAHT 1838,

c. ZNNEATAN ML 7 HLE]. T 400 (CD4" AN

CD45RO%) ™I T4 % (type | interferon, IFN)“41
As T2D
JOEL I e o i flE IR
[ I
© ¢

FERER
NASH ¢ @ ©¢ ®©@ 0 —

BERER o TLETE

[ 2N o

B —

i MU

A
AD € rBr e ¢ e~ NLRP3

MM 1116 7
18

Y @3

g3 I R P2XTR [ IA FdME] STATI w424l
il NLRP3 % 1 A455 4L

d. JLARHLH]. —% 4k A (nitric oxide, NO)HI
miR-223 %) AT LA 6 NLRP3 4 VL4435 4k, JLrh
miR-223 18 i 6 1) 8 75 NLRP3 [1) %% 5 7K ~F 41 4l
NLRP3 PRS2+,
2 NLRP3 %MK 5K 1R Rm
2.1 NLRP3 %%k 5 2 BIHERTE

2 FUHE IR (type 2 diabetes, T2D), X HRAEME
By ZMOBBURE R, &M SRR R, L
I MW 4 32 SRR AR A7 18 JORE S ) A
PEZNG . FEB M SO R N, For IL-18 2 e ik
T2D K &M FERGER -, AR 3 ZARBLAE My
ANJTT: a0 IL-18 AT 51 @ 4i i Th g iR A ik i
FHPU; b IL-1 FHHAb 5 % D51~ 0 i Rg SR SE A
¥-(tumor necrosis factor, TNF)ZE Wiy ] TF-HiE A4 A 7 2
BEACI A, TR A 28 AL A5 5t mT LA
IL-1B8 °F-& NLRP3 #VEAR, ik, NLRP3 # A
JEREAR LTSS T2D KRR O 15 (B 2).

§ LRR: S R I
© NBD: BT HRES 5 SE R AL A5 H 15

[] CARD: caspase-1 Z£4E[X 15
@ PYD: #E A &5 115

RYEME

Dﬁ [l_— ASC

s —caspase—l RS

] — Kk
Ocaspase—l —— DJJE
12‘&/\ _' | — )
o — B

- — B 41

IL-1 B - J]Elﬂﬁ/ﬂr/\
— K

Fig. 2 The role of NLRP3 inflammasome activation in metabolic diseases
B2 NLRP3 KM SHEHERFERXE
T2D: 2 BOBEIR: As: ZIHKSSFERLIML; NASH: ARWORSEENGHT PRI 98 AD: BURIMGERG: MSU: JRIREMIK: AB: B IEMFEE A
NLRP3: Nod FFEZIAZE 1 3; ASC: WTAHICHEMFERE M caspase-1: PIAMBRALARE AN 1 IL-18: HNH 1B

T AT TL-18 fe ik T2D #EfE, X—1EH Y
NLRP3 R MAEK RZEY]. Lee ZEHIYE 57 44 4d K Xt
1R 47 44 T2D 535 41 6 40 B M %€ NLRP3

RUERIEA KRB, Jo il e AE Sl K138 2 A

NLRP3 % MEART (55 (FFA, ATP or urate) Ab /K

F, T2D H#FH A caspase-1. IL-18 F1 IL-18 /KF



2014; 41 (5) F&R, %: NLRP3 KMEAS KRB RER *429-
Yt dE—Bte kI, T2D B4 WU @A As MR ER. SE0X— 2% R

WBITJE . NLRP3 28 AR % A0 K1 FJE R - Kk
K FEAG, 4278 NLRP3 2R L3k T2D it
J&. BRI FUR I, A i IR £ (high-fat
diet, HFD)MFE() NLRP3-, ASC™ Al caspase-17 7]\
R, R R MU BT AR BN, BROR
NLRP3 % PEARfERE T2D JERER. 554h, NLRP3 %
PEARA S 00 TL-13 83k BELIT B 15 2245 5 4071 3 250
T, Bk, FEEBEMEE T, NLRP3™ /) BB 5
B 40 i 3 WA IL-18 7K b 31K T~ 3 A /s fl 2,
B 5 5 NLRP3 MR TG40 R IL-18 433 R AL
Al fe 5 TXNIP A7 kP, £ ik, NLRP3 & 4%
SERHAC S 5 S T2D RAER BN SCHEIATT, I
PRt BRI AT, T2D 1K JE ] S8 % #
IR . IR AR5 240 F W UK 25 W) 46 8 97
T2D {7 —@fEH. (02, X AWIER T
NLRP3 R MR RLE . I N B AL DL M SO
SRR 2 TR R ORIBE M T Bt — DS iE 5, X7
[ (RS T SR BSCA BT 76 T2D (18T SRS

2.2 NLRP3 R4K5 shhkinErEL

B ik s FE A4k (atherosclerosis, As) & — &P
RIEPERAL, LA AR DX S5 o 2 R RN G 025 40 i 1) 55
AR, AR 2O RNV RFE. IL-18 /2
As RARFEIOCBEN 25, R 1 P 2 40 47 4 0 it
R, LEah st RN, IL-18 B DA o0t
Apo-E* As /N AR ER, 278 IL-18 2
E As HERES. CHREEEURIL, SRR TR N LA
BNk A2 FLIAME T DUE 2 R A B S0, ik
AL DL 0 H R AR, 17 NLRP3 2 2 44 A Sk i
] P2 5 A2 PR SROHS E SRD IL-18 B, e st
As BEEORIERBAER (] 2).

NLRP3 #7545 i 2 0 As ik Jgrp R
PEE AR, RN B A 8 LPS Tl Ak 3L 1)
A JE i Bk A0 LR BSR40 B S B, caspase-1
FAEAKET R, IL-18 A1 IL-18 FEIA 1 b, HIF s
NLRP3 4 P4 A 5 0[] o A (5 5 75 5 R PR
KILWL SRS 2, A LDLR* /ML, 43
FEHI NLRP3". ASC™". IL-1o/p " FIEF LR BLIG B
B, TS TR IRAR R R, PSR B BE R
BE R A 41/ B As BE e A48 AR ek b L I
IL-18 FH TL-1 7K P45 Y A= 7Y - 46 7% A 4 /)N Bl B ARG
HE— P UFE S NLRP3 & MR N T m IR K B2 2 As
ot {H A FE 5 i As 1 Apo-EN b W 5
NLRP3*. ASC* Fl caspase-1" /N ILAZ, #HIAKI

MG ANR 48, DR 6 NLRP3 R AALE As 1K
YERE At — AR R . BriEwrse kI, 1ErbiR3)
JOK SR RE Al A A = Bh ik, NLRP3 sk, JEH
5595003 11 fes 65 DR 2 (Clarn i I o] et L R % T £ 1 IR
[l WG 25 1 (o)) B AR OB, b Ak, BFSTIE BN,
X % LDL 1) = ZEE M 7“4 ox-LDL /& As (1)
—MEREIZ, ox-LDL & FUE NLRP3 KL
HtAs RRE, HAHLHIS ROSAT B, TATTHT BIAF 5T
R, ZERRIRTT 45 G S5 128 AL(ABCAD 7
S A O ] P AT A ) R A L 8 RE s
LT BERE A NLRP3 28 1t A4 (1 3% e A fp it —
RIS As JE AN 5 2P0 I I A S DY R
(CELHE MG ) AH G S E P00, IR B R TE
AT, As WA K Ay et R 20 JikORT v ifi
P . RIS O 28 F B NLRP3 %8 PE AR A5 0 ifi
HAEFHER, (H)E NLRP3 R MEARTEFL R S5 i
MR LA B 990 e A B 2 Ti) (R S It 75 Bk — 25
FFFCUESIE, 3K T T VBT FEAR e Ay 1 AR o ok 117
PIPTR KRR T TR AL ET .
2.3 NLRP3 &R SAEREE AR AT X

A RS 1 B W5 % 998 (non-alcoholic fattyliver
disease, NAFLD) T8 A I PR L 19 U 14 908 2
—, MR E BTG, AR AL ) R
fikh . A RS M B W5 1 1T 48 (non-alcoholic steato
hepatitis, NASH) /& NAFLD [ii] fIT-fifi £k, 35 4% i ¢
AN IREEIA TS, NASH K AERIHLEL R 5 k3
HPTE AL, MRS AN EZER R, 9T
RIL,  JHIERR B A 575 5 20 25 I TR (free fatty
acids, FFAs)IGI, HH48a i s B fr i, S 30
JHF &8 P T 7 A 1, e 9 NASHEO. i it 50 &
BL, NLRP3 %442 R A % % & NASH &
A R RO (E 2).

NLRP3 #PEARAN 3 IR X 75 5 1 NASH i
J&. Csak S5EE FURR 2002 - TRl = 10 £ Fi s IR IR
315 511 NASH /)N BB rh 2 21, JH-4 il
o 28 PR 2540 7 NLRP3. ASC Fl casepase-1 Hif {4
) mRNA KI5 K385, HAEYER) casepase-1
FUIL-18 FRak BN, ARLEAH SR g 10772 1 2N B4
MR & AT SR BX PRI, Si4h, VR T R I ER
R TR R L 1E NASH . TR KA IR 5 50 i N BT
A5, I NLRP3. ASC Fl casepase-1 ik T
s IL-1B 20 ubsg i, #F—2 5 HE T NLRP3 & P
PRTENG AR 25 SLAE 3F NASH K Je bk 35 S B A
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. 25 Rk, NLRP3 MRS NGS5 75
3 NASH KA K R CBEFA T, 45 NLRP3 2%
PRFIE K RT B A NASH V697 R8T S .

2.4 NLRP3 XK 5RBR S

JIES TR A2 HE AL JS LA 1) 1 23 v B W ME AR I
R I bR AEAA TR 20% 118 1k 28 RE PR BRI
KAV 5L R =24 K5k, 185430577 Xf
%, W Rkt AR iE SIS DR A 5 D A1 2R 0
P Az &5, JLr T iy 2 0 R A — N
- WU IR )k B A BTG Wy gt A K B 1)
FFAs, W22 dn S, 25 ol 22 e
T S JORE S MY, R 2F I JRE R AR e e 80 T
NLRP3 VR4 I 5t & 5 3 MU A2k R 1 vh
LIT(E 2).

T /N B BE AT R (0 8% i, NLRP3 R IL-1B8
FALAKEHEIN,  FIFELE AR &5 T 0 I R /) AR 2
i, BRI ALR A TS YRR casepase-1 FRIAIE i, {IE
S JEE AR G f6 B 45 5 o] LGS NLRP3 28 1 A4,
Jihh . 5w R R W IR ) B AR Y N RUAH LG
NLRP3". ASC™ &Y caspase-1"" /Nl H, H il —=E&/K
PREAC, TRIDTAZN, BRI kb, AR
R, HEMAEZNERE R, 1P UESE NLRP3 4
PEARA S5 B 2 15 5 15 IR, (R
T2D (1 JE Ji 8 5 1 B o A o £ MR B 4B 1 1
BN, RILBEE R B R, R4 23 NLRP3
M1 RIE N, B R BURMERg o 20— Dl
FUR I, 2 T i o 3 LPS i 4 2 (1) M AR AR B
NLRP3 L /IS BUIR IR s 4 2R 4 R4, NLRP3- I8
JE /IS BRCTRT TG 05 4L 2R AP A A caspase-1 3R 8 T,
P78 NLRP3 2 PEAR A T I G B A 5 (i adk A JhE
JRO. FERE TR I, R s KT R R
SRR ERA R 2, ik NI AMP EE R
HF AR, SRR AR ROS, Bl
WO NLRP3 R PEAA,IX 5 NLRP3 % 44 1] ROS ¥
TP —Fss o0 28 BTk, NLRP3 PR NIR
S E G B A5 5 15 3 I A A2 e 1R DG B BA T,
Y NLRP3 2 ME AR08 n] B i A8 o7 N TR 1
M.

2.5 NLRP3 XRS5 REX

9 XA EH A S 5 RS 1) — P A v PR TR I
FEFN T N SR BR 28 i 44 (monosodium uratemonohydrate
crystals, MSU)JTE R REAE A1 AT 98 0E SN (1)
AU . i R IR I A2 i XU ) — AN REE

RbR, 2023 Bl A 5343 B I8 R R A MSU 33 ] A

0% NLRP3 R4k, Bl IL-1B &k, {Edkmx
B JORE N, HRTIFSEIA A NLRP3 4144 2
MSU T80 RIAZOHLHI(E 2).

NLRP3 % MEAAS T MSU 75 S KR ALK .
Martinon 25 7% Fil MSU il ¥ /)y BRI s 05 41
giRWon, SEARPNKME, /8 NLRP3*,
ASC” 1 caspase-17 /N A1, IL-18 /K P F¥A%. it
— 5 R B 5 MSU 195 RS0/ B Xk i
R, ASCH FTIL-1R* /N U I A A s 4 i ot 2%
W, HAh, MSU Rl THPL 41 ek 88, 76 InAT
caspase-1 fHIFIA b IL-18 Fikksb, #b—BiEsE
NLRP3 % PEA4#E MSU 75 590 KR A 14 09,
WL AR I, MSU B0 NLRP3 48 P44 brs g X K J&
IALHI AT AE S MSU 3 K Ahf <. F MSU i
PO B A bR THP-1 F1E AR/ B W40 e, 45
BN, g0 A EAT(KCLKREE 130 mmol/L) I,
K M2 B, 40 NLRP3 28 PR VE 4, itk 4k,
MSU % NLRP3 % PRt v] fig 5 ROS B8 K,
MSU H 3 ROS ] 1) ¥ b B2 () THP-1 40 ffd 5
IL-1@ S0 WA g /DS, 5y Ah . 5 i A4 il 24 41 ] g
MSU ¥ 7% NLRP3 % P AR AL Hl 2 —©. 25 F T
&, NLRP3 ZMEAA A 75 (W MSU) 52
I AR A R R (R DB BR Y, AT B Ay T 7 V6 T e
PANIUEERAE LY
2.6 NLRP3 X4 A5MRX G

Bi] 7R 7% 8 BR 95 ( Alzheimer's disease, AD) /& —
FRORERIBAT IR, 2 RAEEZFEN B, ZZEW
PRI EE A, G IREICIZ R 0R, #F
SN AIRE ) T B LSS B BEAGEE, IR SRR

WKy FRFAEPE R R DL A AT eT Ui sl . A5
2 o i 2 R AFe e, TG T H AR LR

KRN, BFG: IHOREEME e H 28 AR R
1 DA 3 AL R st A DR 22 55, Horp g E R AR 2R A1
(B-amyloid peptide, AR) L\ 1IE S A2 22 - B (1) 1 L
Gy, EAEBE R AD BLA B . Si4h, AR
REfZ 15 5 NI IL-1B Rk, I e it Jtoel,
AR T E TR RN T IL- 18 th&2 5T AD i
R&, FEUEIERE S NLRP3 28 Pk Ak 2] 7 5 4 1E H
(% 2).

AD NI EERE G B T caspase-1 FRIE KT
i, & APP/PS1 /N, AD A58 rf,  NLRP3 FififR /)
B, AR UIRIE D, AL 12 B )13 B X
caspase-1 Fl IL-18 K& /KT-F#(%, AD EIR15 3 2
%, 78 NLRP3 RIEAEAF A f21F AD K.
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BE— WL, AR Rt AD K ERIL S v i
AR 24 ) cathepsin B 7% NLRP3 4 ME A4S
K. Halle ZFMH] AR AbH /NP Ji 4l i, Ay
VAT AR 571 41 L2 5t 3 D(cytochalasin D)Ei 41 2%
(11§ B(cathepsin B)IIHIL B4, IL-1p #ik
gk 2L, 1 AE A3 N Y] ATP Il cytochalasin D &%
cathepsin B #ll il 4b B4 1, TL-18 HIRIA A
1, s AR TR I B A il 04 A2 T NLRP3 &
PEAATS T IL-18 £i&, et AD HEfE. 25 Lk,
NLRP3 R PR Z2HA Ag AR5 T AD KAk
FEFRIRBEIAT, AT RCARTT AD [RBTHE AL

3 EEERE

AU P 2 TR SRR T 25 B A T2
AR S B o RS (R %3, 10 NLRP3 2 14 72 X
PRGBS A5 5 5 AU MR AR R R IR Hh L BR
WL WA PE fE RS A 5 T LGS NLRP3 & 1Ak,
PERE IL-18 Jazb oW, s P BE & . 4E T2D.
As. NASH. JEJFE. Ji KA1 AD 1, AHS[¥) IAPP,
JFCI] 2 f A BR MR 36 . AP WEE . MSU AT AR
Yyl NLRP3 & MEARIE & R Bl IL-1 R,
PR KA K RE . 514, NLRP3 RAYEMAIL ] LA
S F RS (calcium oxalate, CaOx)fiEit B & 9,
DA, NLRP3 % PE A4 2 2 oA B D8 25 15 AR
PN R B R BT, R BE T MUK 2R & Y
Caspase-1 /13 1 2 S 8. 5 A 195 9 2 AH B I
I, BEAE SRR I B i, JEH AR &
i o N PR 2 N, A A T 1 B AR S —
AR HE T RAE RNV R . HH AT R
NLRP3 % VARG ARSI K 259, g x) e
() U =) TL-18 K FHFH T 71 IL- 1R W] LA 28092
fit T2D B AER. (HE]H Fr ok ik, IL-1Ra 572
IR _EME—9ay7 vk, Rk, 4% NLRP3 %1%
A4 (R A1 28 S FLIE P B2 A VR AU PR 500 (1) 3 A
R SCHERIRIE, F0H] caspase-1 AT DA /N BIE JRE
g B U™, TR caspase-1 #1171 VX-765
CL B UE S5 BE A S BT S MG PR S8 VA T 1 B RORE LR A AIE
(FCAS) &4 IL-1 A= i, AHAEARH 2 905 7 1T 1) Y.
MR WARIE. 5B, caspase-1 1718 GE FHL
Wi IL-18 Jl 3, Ay M43 17K P 7 96 90 i 4 4L 35 e
& HHETX NLRP3 &R it . ThREMIIA IR,
PEEFRA T MR NN T2 T
fift. AHICT NLRP3 % VA4 ZH 2 S i) B AR HL
WIS, AR DS, 458 NLRP3 4 4k

BOS I PRGN R T — P ST,  LUJST i B NLRP3
KRR, caspase-1 7G4k S TIL-18 Fl IL-18 &5 58 P4 [A]
TARIALE, A i A A A O R A
AR PR SR AL FT AR I FIBT VR RE 1. i dh e
AR BRI 2% T S50 SERE M VR T i AR S ik g
Wt AT I R R N i 55
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Abstract Metabolic diseases are caused by amino acid, glucose and lipid metabolism disorder, chronic
inflammation is one of its important characteristics. The Nod-like receptor protein 3 (NLRP3) inflammasome is a
protein complexes located in cellular, the main function is to activate caspase -1, and then to indirectly regulate
the mature and secretion of interleukin 18 (IL-1B), IL-18 and IL-33. The NLRP3 inflammasome is a hotspot in
inflammasome associated studies, a variety of endogenous or exogenous danger signals up-regulated the expression
of inflammatory cytokines through the activation of this protein complex, and promoted the occurrence and
development of many metabolic diseases. Here we reviewed the structure, function and the regulation of the
NLRP3 inflammasome, then discussed its role in metabolic diseases, in order to provide the new targets for the
prevention and treatment of metabolic diseases.
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