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Abstract

Knee osteoarthritis (KOA) is a common chronic joint disease, and its pathogenesis has not yet
been elucidated, but the control of inflammation has become an effective strategy for the early
treatment of KOA. The expression level of NLRP3 inflammasome in the synovium of KOA patients
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is increased, which plays an important role in the pathogenesis of KOA. In this article, we reviewed
the mechanism of NLRP3 inflammasome activation and the development of knee osteoarthritis.
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1. REE

AR A P S 48 (KOA) A 8 L I P P S s, s B P L 6 0 PR A7 1 5 SR AR L
B BRI, AR S A AR R A R IR AR [1], IR 6
AR TR AR, RIENAR WM AR N T B 2]. SRR, £F
CHMIP 72 S 26 SR i 2, AT A R R AR R B R, i JORE TR AT R AT
KOA ({745 MG [3]. IEAERBF L FM], LRI T & JRE T2 215 e M BOm 2, AT LAk
B RAS A [4]. B WFFCESS, NLRP3 4/ MAYE KOA B e rh ik /K PR 5i[5], 7 KOA
(9 R R R B AR A . AR S B NLRP3 8 MA A EI N A, i NLRP3 A /AN 0 8075 15 1 5644 1
S A R R BB HEAT L334 o
2. NLRP3 SHE /MBI Z5 40 K 2 E 0 1Y 35 18 B

NLRP3 #JE/MA & NOD 524K (NLRs) Z M I 55 S AR 57 22—, AAAE T NARZAR T . '€ B NLRP3 2 H
P8 TR B 5 PR B2 I (ASC) FIBE R 25 I Tifg-1 A4 (pro-caspase-1) 41 i [6]. 44203 2 M ig N AME S,
NLRP3 AR MR A, % NLRP3 #JiE/MA, ASC %% Pro Caspase-1, J-5 Caspase-1 ¥ %4,
11 A % Caspase-1. Caspase-1 GEB IS pro-1L-18 Al pro-1L-18, ¥4 JCi& 1 pro-1L-18 F1 pro-1L-18 5]
AR A A IL-18 AT IL-18 [7] IL-18 1 IL-18 5] R KA R, FEHOC F R 5l
FEIRE YK

NLRP3 #AE/IMAII S 2 F B IL-18 7R N, 253 IR SRE R . FENLANS Y 2 R, i
IR IL-18 SRR AEA M= A 2T, DI INSORE SN R . 4B/ 2R-18 (IL-18)2 Sl &R
Gt [ Ny A R R AR T [8], HA T 2 MARMI TR . — MRS T, IL-1 R I4HH A1
LRGP FEVIK . L-18 8 (2t P B A B AT ] SR AR IR RE P 27, 75 St R 2R AR 51 R 20E
JBE[9]0 IX PR F 45 S i AR e 8 AP R TEIAS H B 2N . IL-18 18RS 2 ZUBENIR AL MG
2 (COX-2)Fifs F M — S AL R A BE(INOS) 1L R RIE A5 i [10]. Bl 5, X8 JORE K1~ XCAT LSS0 /N )
HF(PAF). HiFIlIRE E2 (PGE2)FI—%LA(NOYI Ao IXLETEA I SO R 1) & PR T PO AR, JF
SR 5K, MWMHE—S5 KEIER N . JeAk, IL-18 XFF4Ek 1L-6 f77 4 B RIBAE A, [ER 2 B 44
HOXETE A AR o IL-18 JERERIL Th17 4R A= R[11], 1ED9 T 4HMsGhE it RIS 1. X Le RAE
TP AT DAE— 2P IR SE S B, BRSSP B BRIME[12],  BIRAUARESE . 2P i R 5
Caspase-1 S H WG IL-18 I EM A K. 25 EINR, IXPIFPAH 152 3] NLRP3 25/ MAELE b, ™
Tl A7 2 NALP3 S8RE/MATRTS, NALP3 J8RE/IMATT BE RN RTE SERE I N 1 BE 7T o
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NLRP3 RIE/MERA Z ARG, ATy SR R A0 e 7 B 28 [13] 0 B 1 #E 0 S5 M SRR L if
PEBAE AL, PWIRTEAC SELA B thAE 51 K NALP3 J8E/IMA AT« 22 Rl B8 & AT DAl % NLRP3 %8
FE/AMATOEG, GBS FEIRIZE) . LRRThREREAT . AR ZEA ROS [14]5F . Rk, ZuSidfEm
WEAEEE . CHPHEAR 7 rlReR IR HLE], 1l NEK7 X NALP3 S8AE/IMA RS20 DL 2 15
ImTOR &% 2 Fiff A K £ [15]. H, NEK7 7€ NLRP3 &/ MA R EOE h sz o fth, HE5H%
3%, 1E ROS Fl K+/f1i#% T, NEK7 5 NLRP3 [J LRR &5t &, 16OV T RE R L 2] s
YRR o Sl OB FUIR A B[16], N B0k &% F1 DEAD-box destronase 3 (DDX3X) . AE{iE ik NLRP3 135
BOE NLRP3 /IMAJG, ‘B REME AT ZFhdThae . B T VIBIFIEGE pro-1L-18 F=4E IL-18 #F, Bkl
KRN, FEFEOL R4 IL-18, IS & A 40 T8 31 KA R0 NS 5@, dt—Pmek
RREPLII Y o

3. NLRP3 RAE/|MAFERR X T B M X TR P & R HH

BB SR ARG (B A A — R IR AR, FEERRIRS N HEAT . EATIBEAEAE B 2R
SCRE M AT 2 T o i 20 MLAE DR KF BT 40 5 RN 25 Bk TH i 2L )P TR A S B A [17], i
PR U 1 51 RS IR JOAE IR BURR, TR JOE 2 W e AT I B AR R O B o R 2 )1 T
AT R[18], 4 R BRICIESR [Pl B 14 o 2 A D 3R 250 mT S BB H AR AR, 1 22 A AL AT A NLRP3
FAE/NELIEIIIN, B 2% FERE BN BRI E PSS R A [19].

3.1. NLRP3 RHE/MEFIBIER

NLRP3 %8 /INMATE IR T B M DG 2 18 IO A8 rh i s L M, O R 2 1 IFE 48 Jin L3
£ . Yufeng Sun [20]55 A 7E /N BB S G bR FH DD R /N B9 0F A AR IR 73, AR SR OG5 i O
R, 8IS 5 RFARFBETF AR A LLE, I BB AR 4 NLRP3 F1 procaspase-1
s g, [FR 2 FhE 40 R A3 BB, 5 35 W 2 PR G B 5 JORE A M G, 2 ol 4 i DR
IL-15 F1 TNF-o BRI, fe 245 50RO A SR R S 71 1 M 5645 R 19 R 2E « Zhuming Chen [21]%5 Al
IE RS AA P SEEGIE R, NLRP3 f) 4802 2 T ROS. ROS i i NLRP3 M 9K 30 A 56 15 8 1t
KATRIVRE, BT ER ST B R R EEH TG Al B RIER T . BRI A (HA) SR LE R
FN SR DU S R R IE R I RmE AL ¢, HA S LB 7§ 77 421 2 NLRP3 4E/IMA 1 7
3 HEEAEE L IL-18 1 IL-18, 5 808 B 98 5 A ECE B R 3 — 0 R A, AR OGP DG 2tk
BE—2InE22]. Aibibula [23]%8 NIESEIRIR/KF5 KOA B#EMEHH IL-18. IL-18 FIRIA 2 IEAH XK.
NLRP3 % JiE/MAH AT DL PR BR B, i 1L-18. IL-1p RikThe, SEUBEAINE. X% NLRP3 5
PREGFIE 28 240 B DRl 5~ 25 DI AHOC o NLRP3 SERE /MAE it AT 3@ ik B0 toll FE3Z2 4R NF-kp 15 5 1% 3 5L
B B AR RO 8 98 R [24]

gi BRI, 2R RS S E B H AT LLUE A NLRP3 JORE/IMA (R BB, M 51 K& 2 0E
DRI T WU T, 36 3 0 RN 30 W R 3k — 2D g R 2B [25], Ik ST i R -1 ST DAl AR 5 5 B 1k 5 0% 0 i i 4
IEE, PR RE HOR B 2RE OB, R A AR R G DR R AR AL R EEAEA . ERA
NEPCEIBIA . W RTEZ PP K 7 00N, W e 4 dn i . EVEGEM . PO 4R AL,
KERMEAMME T IL-1. By IL-18. TNF-a #{FFE=4: . X S g g I8 7 R R o) f B I A B, i
TE T8 RN B 3t — 25 20 R AR, 3800 A8 I EE[26] o MBS 400 7 A4 10 38 B J5 IR (HLA) T, R 7 I 46 0 1
Y UAIRD o KB SORE R T4 W K B A IR . B R IR B = SRR IE R, ST B, i
B 2 404
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3.2. IL-18 IL-18 £ S B AR

L PR R AR R BRI, YR S A Ah = R RR IR (ATP)Ja,  JOE/ ML
A A (FEAR B 08 NLRP3 22 H) 547 CARD (ASC)RATHZAH A T-AH SCE A 8 AT iR 2R
FIf-162 4 A NLRP3 S Z3ud iR E -1, SEUE R4 7 1L-18 F1 1L-18 B A HIETE[27].

IL-1 FG AR e R s RGNS M B ER TR, 252 MR . IL-1 Kkt
AR RIS A IL-18, IR Z W AR B IL-18 72 S BUBR I B 1 6T 21 AR E BB 1 E E R R 2 — .
7 kb e SZ RS 7 (RANKL) A2 B 22 A B 20 M R 7 [28] B2 AT LA -5 B 200 P i i 2400 P e 1)
NF-xB ZREIE R F(RANK) S &, a4y 2, SEEIIA. IL-18 vJLL i RANKL FIAE R, 3
SREEE, R AR, SR [29]. IL-18 ST DR TR SRR, A R R g
MR A AE R, SRR IR — P, SRR EAE IR . IL-18 A1 TNF-a 25 HAth 2 5E K
TRINHEAVER, IR T SORE R N - BB BRI o I8 Ik S R T A 0 PR RN A A B A i 5 4 R
(MMF) [30], IL-18 Z5#HERITHAS, dEim S 808 B IAEE—PImEARE . Bk, FE, 1018
A BCRT DA 52 4581 38 5 rp ) i AR A AR B DR DB AR R, I S ECE R B P OR,
A S BUR AT IBAT AW .

IL-18 HIRIE/K B A . 1L-18 HEhmT LASE I 2ORE N B AR e X 8 S RE A 5 23 51 RS OG5 3 1
IR B A I A, IO T IR AR kR . b4, B 20 S BE AN 234 mT DARE IL-18 RIS, 51K i
BAARE o R T H PR DR 28 BATARGR M RRE 2 — W2 TR BAAE , 1 6 [ 5 X S8 R 7~ F) 4 FH 25 DA 2 [31] o
XM G RE R 1) 7= AR 2 E— D OR SR SN o 5 DRl P B2 A R B At M it 5| AR 3K o AR AR R
IL-18 RESE IR 5L & R g 13 R4 )@ B (-5 I r b 3G 0, AT FIESE, XU ot —0 33
PO R . TEREERRERFABIEHEY K, H— PP, RASBURRIERARINE, XKA5H%
ik — B RR .

4. REXRFE

25 EPTR, NLRP3 SAE/MATKIAE LM Sl i 4% 7 2t — B Fuafih . e SRR S
AHMLIRT BT AN G R A0 o A AR T 4R FH RTINS 5C T MRS R KB [32] . AR, BRKR
AR RO EIR AL RETT IR R R SRR — 8 KR BRI RE . fEE AR NLRP3 J8E/MA
MRS i, 88 B BaE A WTHLE AW IR AT, IR R L2 W Q15 Bk 515 2 A0 540
T IRAEEH A . WA BB, AR E R, A EURER.
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