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Abstract

e The NLRP3 inflammasome is a cellular multimeric
protein complex that plays a crucial role in inflammation

572

and immune responses. It consists of three main
components: Nod - like receptor protein 3 ( NLRP3),
apoptosis - associated speck - like protein containing
(ASC) and cysteine protease 1 (caspase-1). Uveitis is a
broad term encompassing a range of inflammatory
diseases that primarily affect the iris, ciliary body,
vitreous, retina and choroid. It is considered a major
cause of blindness globally. Numerous studies have
demonstrated the involvement of NLRP3 inflammasome in
the onset and progression of uveitis, indicating its
potential as a significant therapeutic target for uveitis in
the future. This article provides an overview of the
structure, biological functions and activation pathways of
the NLRP3 inflammasome, as well as the current research
progress on its association with different types of uveitis.
Additionally, it discusses the application potential of the
NLRP3 inflammasome in the treatment of uveitis.
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WA e — 21 B PR BEARAR RS (A HL g JBE
ik Ay = 1Y) 8 RE 9 o R FR T B T N R IR 2
o JRONE I TE A A S Y A I e ek A AR T
HORNE S, RS A R B LA S B S e M5 %5 1)
MY, BHBRES ARG W EZEKEND 3
( nucleotide — binding oligomerization domain — like receptor
protein 3, NLRP3) Z4E/MEJ2—Fh 4l N Z RIEE AL &
Yy, EAESAE A G i S Pl BRI NLRP3 RAE
ANACET R0 S 5 TR A AR R PR R A A A 1 e £
T VO R ARAE SN, BTG 5 0 e B
WS 2 SRR L SRAE B B, FANE & A
KAL), NLRP3 ST /]y A 15 4 485 I 4 93 BIL # v
RAEE EE AN, Wi, il HF 58 NLRP3 R AE /)
PRTE R G IR VR T IR A T AR & et R rp iy
FARHLH i3 T 10 NLRP3 S5 /MA B T5 P 8755 R AE [
L PR AR E | DN TTT 9 22 ) 2 5 28 1 R R 155, 0K Ry I %
BRI S FRT 25 W S At Ty [m] A kg A 2 AR %) Bt F
FEAIm ARIA 7B A B Y S AR SO £k A
KRBT TE I
1 NLRP3 & fE/IME

B BREE & 5 BAL 45 M 3 572 4K ( nucleotide —binding
oligomerization domain—like receptors, NLRs) FiGE—"1E
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T AR IR ) 3244 pattern recognition receptor, PRRs) , B
PO B0 A 0 B 43 b 1 9 5 AR OC 43 F 85 3K ( pathogen —
associated molecular pattern, PAMPs) 1455 #H 5 43 F#5 =,
( damage—associated molecular pattern, DAMPs) & |
DEAE N ™ A Sk A T T 98 i 3 B, LT R A A ) Sk g
B Z WAL, NLRs Z R H & A 2 [a] 1 R 1R P 45 4
C Vi & F5 55 2 MR 1 & 45 #4938 (leucine—rich repeat, LRR) |
O TR 45 6 45 #4918, ( nucleotide — binding oligomerization
domain ,NBD) & N ¥ 25 - 45 F/E 45 #4388 pyrin —like
domain, PYD) , Hor B Al AEPE R PYD J& NLRs KIGHEH
ARIFENERI I bR, JAE/INMA EE N Nod FEZ AR
WG Er pyrin 45 #4385 5 A ( Nod - like receptor family pyrin
domain—containing protein, NLRP) , H T E ) 28 R i P A
Fed) 1z HERAR AR NLRP3 RAE/DMA
1.1 NLRP3 REE/MERILE M R ThBE  NLRP3 1E N K &
P8 F 48 ) AL A | S P B NLRP3 R AE/MA, BT
caspase— 1 [ 53 55 W 24 W DU S 54995 S AR 12 Fl N
DEPE AR B 5 7 A8 S0 . NLRP3 RAE/MAHy 3 4~ 3%
BB I : Nod B 5Z R EE 1 3 (NLRP3) 4l A 78 T A1 5C 1Y
THORL AR 1 (ASC) LA K2 bk 2 IR 25 1 T 1 ( caspase—1) ¢
NLRP3 J&—™Maaz #2851, & B8 0% 10 41 A 74 19 22 Ff ofl
WARS A AE IR A 17 98K 4T 7 T80 400 L 45495 45 | g
RGBT IR T, ASC 2 —PEfEN, B
BENE 4 42 NLRP3 Al caspase—1, M A2 HE 4 5E /IMA AO T 1L
FEAL caspase—1 B— P EHBENRIEN T, G E
S Z R A0 H 1 i AU A - A0 3R (IL) - 1B
1 IL- 18 1) Rl 2, 238 3 IR 28 FL 25 H D ( gasdermin— D,
GSDMD) Tif fb i S 4 e 7=

PRRs Ji3 5l 4 IR G 98 17 287 S LR IR ARG SR A A
BB RS S — B BT . NLRP3 J& 41 ifd Jit v
HEM PRR, AR RA 3 NS5 LRR 254038 oo 4%
HIRES BB (NACHT) LUK 54 CARD Y T-AH S0k 3R
F1(ASC) Y2 B o AR 25 B (PYD) . LRR 454438 3=
BASEASEAZENMHEEM, &2 5% NLRP3
et AR B4 F R, NACHT 5 LRR 454 fif NLRP3 %
JE/MALE THIHLRAS . NACHT 454 5 B A7 45 &% 15 R AN
KA ATP BYBE T, B0, BEIE i ATP OB A 5 55
1,74 PYD AHEAEH], #F— 05 HE H ASC, PYD
i H DA R SO AR s R

ASC f % N ¥ PYD Hl C i caspase 3% £ &% ¥4 o
(CARD) ., i@+t [F% PYD-PYD HH H A bk 478 555 2 5
L9 NLRP3 23 T-B%E4R PYD b B ASC A4, X
BEE N2 AR ASC 1Y C ¥ty CARDs, 1E by 3 H2 300 43 T
caspase—1 S zﬁ[gf”lo caspase— 1 B N ¥ # CARD K1Y
HEALE S p20 71 C S/ A AL 3 p1o 4™ .
JG W caspase — 1 B8 % UJ #I JF 0% 7 97 40 MO £ T Y
gasdermin D( GSDMD) """ 344 TL-1 IL-18 {12 48 2 Jifu [A
2L Ry LA AR R A0 I PR R T AR R R OR
ig[15*17] .
1.2 NLRP3 HKHE/MEBIBEIIE  NLRP3 JAE/IMA BB 2
B A IR HBOE ALRI I L S, 184 Rk BIFSEER
W1 NLRP3 SAE/MATT iE 1 3 FlAN [a] )45 538 BR B0 .
1.2.1 £8 NLRP3 RIEE/MEEIERE SMBUGRRES

LA TR R 87 MBS . B 5, NLRP3 it iH
PAMPs 5, DAMPs Z: 5 533 F1 49 E S Iy 1 41 A R 7 o o
3, TEJA BB, Toll #E3Z 1A AH i K32 1A 5 NLRs [W1iC
TR AT LS S5 S AT NF-kB AL A2 3E NLRP3 Fl pro—
IL-1B MZs™ ) 23" NLRP3 J& , i@ i 5 5 7 i
(K AN CUAMIE (Na® i | Ca™ {5 5 0 i 2
8 V2R kLA T BE B A | 16 M % (reactive oxygen species,
ROS) F1 £& ki /& DNA ( mitochondrial DNA , mtDNA ) #) B¢
T A S N B 3 R FE AR R Y S L2 R o T
FAR MR, IS 9 AE /MA
1.2.2 JE& B NLRP3 REE/NMMEHFERE MR EY,
NLRP3 4 St /N B 75 38 77 7E — 4% caspase— 11 ( ALK
caspase—4 Fll caspase—5 ) M (1) E 2 L NLRP3 & fiE /MA
fEo ™ /AR E W, 8 aifE 5 FAE4
LR RE IMA ) B s AS ] iy PRI AR 3k caspase—4
P NZEARE T, 5 2155 % TR L 800 NLRP3 RAE/MA
WG AL T BT I R, S G
PEREERG G, T FEIFE T HEA IRGB10 LS R4 S HE M
(GBP) 4 1 5 X 22 08 1) 200 B 10 200 B, A 4 T &5
SEREPE DR B AR LPS ISR A B 3 40 f i
LPS FI2EHg A 7T B #2455 IR caspase—11 ) CARD 2544
B A JH caspase—4 Fil caspase—5, F2X caspase Z R LA
HyE TG AL B caspase — 4/5/11 B A A] K f# /N B
gasdermin D( GSDMD) ) Asp276 ( A\ GSDMD HJ Asp275)
A7 5 BN g 25 44 38, 5 RS 1 10 Wl B Ll M Tk JUL
TR Fe A1 % A It 22 2 TR 45 &, 15 3 fL 38 T8 B0 4i A
%1‘:[14,34] .
1.2.3 M NLRP3 RAE/MEHERE  HIMHIR A &k
BT O3 — B NLRP3 & AE /M B % & 42, Bl 26 £8P
NLRP3 RIE/IMEIEE, fEizisfEh, oy TLR FliRRN
JE LU caspase—1 S5 ARG S Z i IL-18 /Y
BN 43 W6 3k 8 1 3l 6 R M o B R A9 TLR4 -
TRIF-RIPK1 — FADD — CASP8 {5 5 il % i 1%, L 5 &
NLRP3—-ASC-caspase— 1 {55, {H3X Fft 5 (9 48 i /A i =
MR AR IR A OCRHE . AR, R E T
C3( ApoC3) REIIE N HAZ A caspase—8 HKH 1) e 31
NLRP3 #JE/MA, ApoC3 figifl i TLR -SCIMP —Lyn—Syk -
TRPM2 15 TIr2 F1 Tird A0 EAFE A S H I8 — B 1k, i
MR HE Ca®™ N ROS 774 NADPH 4 Ak fiff Fi caspase — 8
TP A caspase—8 5 NLRP3 44 /MA SIS UL % VEF
HLHEA T Z i — L IR 53R,
2HEBEER
210 MITRFRIMNK A MR JE — 4 R S i IR
A ks RS o2 R 400 DO R AORL P) OB i 657 LA % % 3 7 11 R
BB ARAEPERI , T R 1 IR 8 I & 0 A 46 I & 1 11 B
B VR BB 2 PR 22 A OGRS 2 U T i
FRIHT A B ELJE A MR, R Al SR A
JIEE 4% 77 L Jak oy 2 BB AR Ad B, FE Bk, 5% - 10% [
JIBE AR R, gt A I R A R R E K
RIRRLA N (17-52) /100000 \A4E, B R (38-714)/
100000 A4
22HEEBREMERM S L FeRAE R E, A4 R nT
O3 M IERGL PR SRR R R A R R S A
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BN S IE R A AR DB OG5 T AR B T A A
REBEGHBRIEAK, S EIHA LB R,
MR TR RGP B 2 Kk
fRaEt

3 NLRP3 R E/MESEHEER

3.1 NLRP3 RJE/NME S Behcet f&  Behcet J4 ( BD) & —
FRLA T A B A B B R 55 22 P A 20 B 5 Ik ) B
Z BT BRI RIE N RHIE R 4 5 2 R85 H B etk
PR E R IR B S R DL R 58 4 2, (HLF
5L FE M, NLRP3 44 /IMATE Behcet 5 1 4 Ji2 vl 3] 1 52
fEH . Eun—So Lee FIBAKEIN T 15 B35 331 15 filfa e
BD 8 R 15 ] fdt B A S A A0 JE O B A A 4n i
(PBMCs) , 5 fdt e X FEZH M E , BD #2319 NLRP3 44 /)N
PRAE mRNA FLEE (K ik 3 8 46 it Horp 25
{5 A 4575 P 21 B £8 # Fh NLRP3 I ASC 1Y 5 14 184 Jn 1A
o BT IL- 18 2 —Fp Ry (4 £ 28 5 4 i P9 1, )&
FI B 4 RE MR 5 (0 LAk TL- 1B Al 3@ it TLR2/4 I
ROS-NLRP3 RAE/MAMKAT & 1%, fil & K R Rl G 2 05 =
55 Behcet i B & 5 . AE Ozoren B — T B 55 o, ¥
Behcet 3 (4 FR 3540 A L A5 76 Bk 288 760 0 HIR <58 it 5 784
SCISAEAY o L AE R A2 B BD FRE FE LPS il
IL-1BF1 TNF-a 7K FHR &6 22 A fz kA 2z 221
BD HE FMa R IS R, X IR STt R B TR
A BD BB Z (B AN R 43 A T BB A7 AE 25 57, B R A
[ 287 () BD A7 78 A 6] 4 & s HL D, Al R G R 4k 19 Bt
IL-1B¥T & XOMA 052 G Y7 B A 2 EIR N R AE R BD &
T BISZIRTT B R ROE B X IR T IL- 18
TE BD &IRALH i S R HEAE EEAEM . M IL-18 1
i NLRP3 SAE/|NA I [H v 43 0 149 25 22 5 0 40 Jif PR 7, 3
WA AT B i T I8 NLRP3 RAE/IMATIH] TL-18 4
W TR BD 1 RAE SN, 7 Tiiziin A BABIBFFE H I8 53
IR T 5 BIFEREA fh Z0E MR 1) Behcet 3% (NBD) fR 3%
e R A RN G2 3 19 1 8 0t B 2 40 L ( PBMC) BEAR
FEEIT D % 7t PCR A2l &% #8 T DEFA1B 1 NLRP3 &
IR ek 2 YY) [FI, X AE Hamzaoui 257 i BF
TS RIRIESE , K A # 2R IR 9 NBD R 100 i T
FMLIE 43 H7 & 30 IL-32 Fl NLRP3 %% /MATE NBD %
rhRIRIE NN, NLRP3 485 /IMA AT BB 1L-32 B Ay 2
A, AR RIRYT L5, AE BD 3BT 5 I, — I RCT 52
ST T O FAMEEXT BD 9 iR & NLRP3 RAE /IMA 1) i 45
YEFH, 7E 50 9] BD 35 v % 38,3 mo 178 %5 0 R £ b 78
(30 mg/d) XF 4 ifg ' NLRP3 F caspase—1 & & ¢ 3¢ 15 BH
TG, A REM T BD BE MR IELEIR TR
ifF5E th 2 B, 78 K &, P8 45 NLRP3 R E /MAEAT 2k
Behcet R 1A TT BB BOHT R 5

3.2 NLRP3 K fE/MES Vogt—/MINEHLEAE  Vogt—/h
MR ZEAAE ( VKH) A& — B F B S sge Mg, LUOSUN
ZERPPE A A R AR, 4 5 52 RALEE I AE L X
J & AR R 28 2R G FNWT B B ASAS , HLe TRL A BATL
W AN T8 AV A TR 5 B B Y DL R e R A G (LR
PRAGHLE I A AR B 4F Liang 557 BB 52
VKH BETEANAE A & B0 T 5 5 A9 RAE /IMA B 30 |, X
S R 25 2R 240 LR V1) I 40D ( MDMs ) 7= 4= IL— 18 N
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ROS ZKF-FHi, R NLRP3 =i #] ROS ¥y al 4l IL-1B
By Az, PR, NLRP3 996 A 7K S F i 38 78 32 48 0E /A
TE VKH Zea kA ML R BT SR, H RTX T
NLRP3 RAE/IMATE VKH H A9 HIFIIG I7 1 1 i i 5247
SRERZ T B AT O 22 0 SOOI 5T R PR 00 R itk — 25 5
UE NLRP3 #4E/IMATE VKH H BRI 0T & H A 500
TRIT R

3.3 NLRP3 KIE/MEENESXRFSHEFIRK FIRE
P I LA B HR i B 28 9 v, NLRP3 A /Mt & 4% 25 B
O N 28 S i A 28 5 4 (‘acute anterior uveitis
AAU) IR SRR AN T R IB S A IR R ( endotoxin—
induced uveitis, E1U) s 80 £ BN E—F B SR
AR M TSR N R IE 2RSS (LPS) fil &, 7ER
AU ST LPS (B FallE s RS J5 , 7E 24 h AT IR
) e ek {0 T A B R BRI X T g Atk
AR 308 98 i B G i R 114 451 O 1T LA B AS T) 96 7 T T it
3% 4 . Rosenzweig 45" i a5 2R JH fo 2 B 38 2 A6 )
NLRP3  ASC #1 caspase — 1 Y 2% 3K, T B 0 58 W B 4 36
(ELISA) K IL-18 7K % ¥ T . NLRP3 ,ASC Fil caspase—1
TR S S 20 PR3k 78 EIU i f2 v  IL- 18 &
177 AR 34 T FLIX 75 % caspase— 1 Fl NLRP3 B3 [A] 77
TE, SR, Bk caspase—1 B NLRP3 % K A% K BUOE % ek A
EIU ()™ 5 2 B, Lei S5l 7 — Mopr BT R /N 1
VVNOO1 BEA M| NLRP3 S 5E/IMA K3 | 4% EIU /)N
FRUARE S ! , Tldefonso %5 BT T —Fl ok A 25 0™
JREE Y MO13 s i 5 . 78 EIU P %8 HARE Tk
NLRP3 4 /IMA T NF-«B 7E PN AL 9 5 538 5, W 0k ok
DB EE A PR 8 0 40 B4 B G AR TL- 1B AR
HAT, NLRP3 484 /IMA R EIU 2 [] (4 BAR AR FHHLHI AT 8%
WA, X E— NS RENF RS, R
NLRP3 SAE/IMATE ETU H A3 18 48 LA B AR I BIL I %
THAZPEIE I A I DL AN ST AT I A B L,
3.4 NLRP3 RE/MEEXKEHBEEREERHER L
B | B o A IR R ( experimental autoimmune
uveitis, EAU ) J&—Ffr A2 P URPE 4 40 B R 10 sh Bl | J2:
AR S HTI (solubleanti—gen , S—Ag) LM R YRRz
wlEI e & A RS EA( interphotoreceptor retinoin —
binding protein, IRBP) ML 4T it 55 [ B HL)15F EAU 7~
A= AR AN S A A 0 B A A B R R
Jp R MR A R A BT | 5 N 2R S8 SR IR 48 VKH il
AR 25 3 99 25 A AR R A I R AR5 R0 B4 AE S . Kumar
TR T AMA BB B A W) (MAC) Rl NLRP3 4 E /)
IRTE IE B AR RE 4L 3 AMA R il 52 5 W) C9//NBL EAU
FARALEI VR, SE5 R & B MAC J& EAU H' NLRP3
RAE/NMETE LA IL -1 77 A ) F 2 B, M,
MAC fil NLRP3 RAE/METE CO//NR A T, 3 -
BRI, MAC A3 I 57 sCD59 By 26 26 A ) b 0 55 1
NLRP3 S /IMA B B0TE AR T EAU JRHL I N . AR,
NLRP3 A4 /IMA A FH 76 7 280 8 98 1) 26 % R v E B IE
S ABHURIFE AR | 5 22 B0 5% & 7 3R HL ML B v 45
W, 5 % F B9 95 A1 BAIE SE T NLRP3 0] 38 i i 4%
P-SIK1/SREBF1 3@ B3] AIM2 45 /IMAS S 19 EAU, I
25 T HI M) NLRP3 IR 011 MR 4IHE (DCs ) J&
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PrR S A0, i@ a4 IL-18 M IL-18 25 T 411k
FIVE A A A o ok 2 . BRI AT BAAE EAU B4 DC bk
PR PE CD83(sCD83) 5 GTP [ Ras #1562 11 ( Rabla)
AR AR, R 3 Rabla 76 A WA 5 (A B, JIF 400
mTORC1 #AR LA NLRP3 ik, ULEK Rabla il R L
DCs ' NLRP3 [ 33k, Ifii Rabla" i3 FAREMS WK sCDS3
7 MG AL DCs 7' NLRP3 932357 X N BT NLRP3
RAE/IMATE A % IS O VE AL 4R A 108 8%
4 H5iF
5 LTI AR SGE W] NLRP3 RAE/MA IS5 Az

P IRE O I8 LA R S AN [ 2R 2 8 7 2 S A S AL
7 RS, & B0 T NLRP3 98 5 /IMATE N 2K 4 JiE %
FIZI WA (1% ) 25 FE A v 1 5 1 T% P, R 9 NLRP3 R JE
MR P BB AT 2580 0% i 4 20 P 58 1) 9 E B, AE TR AR 1) 70
TG A, H AT, 84 R ARYT ARG R Y
Py A G e 50 25 H X SR T T AR A — i 1Y R BR 1
A AT L i IR A SE NLRP3 S5 /IMA B 3006 A5 5 1%
SR AR DA K5 Al 40 M DX R B L 2 I
NLRP3 JRAE/IMATE 1 %5 5 4 v i BARAE FH L, OF A 42
AL NLRP3 58 /I A A 38005 38 9% b 79 AH DG 28 1 A
T RV AR IR, A A 4 I 58 BE AT 5T B O 1)
HlG R TT BB R
SE 3k
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