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Abstract

* Nucleotide-binding oligomerization domain (NOD) -like
receptor family contains Pryrin domain protein 3 ( NLRP3)
inflammasome, which is an intracellular protein complex.

Large release of ROS can activate the production of
intracellular NLRP3 inflammasome. It consists of NLRP3, a
cysteine protease recruitment domain (ASC),and a pro-
caspase-1 precursor, can activate caspase-1 while being
assembled. Then, the cytokines interleukin - 1 and
interleukin- 18 (pro-11-1/18) are cleaved into mature
forms by caspase-1 to perform their pro-inflammatory
functions. pyroptosis refers to the programmed cell death
of Caspase - 1 - dependent cells mediated by
inflammasome. This article reviews the structure and
function of NLRP3 inflammasome, its relationship with
pyroptosis, and the research progress in ophthalmic
diseases.
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PR ) i 2 0 T 0 s B A P A
25 B R A I M 1 995 I AH G 43 B ( PAMP ) B35
PAH A FAE R ( DAMP ) 107 78 20 J 5 vP s caspase—1
WA R SRE /NMA B B R A B R SRR
AL, B TR AT RYS & 3 RIS M B 3Z 1R (NLR ) %
o NLR &A= LRSS C R s & /&R
EHEJF S (LRR), H .0 % 8 45 & 5 B 1L (NOD /
NACHT) 45 ¥4 3 F1 N A< 3ty 2 bk K 4 fiff %€ 42 ( CARD) 5§
pyrin( PYD) 54458, MR A0 FE -2 (AIM2) 2 P A7 AE 1
ik NLR %A PYD E%ﬁ%?réﬁ%ﬂn,n & HIN-200 4514
%) DNA, LRR 7 33 BC AR R 50 A0 H B 3l il , NACHT 4544
WA ATP #0515 5 2 A%, CARD / PYD Z5#3 A S[F]
R AR - AR EAER, &4 Ekzgtﬂ DU feh 2 gL 4% 1
{A——NLRP1,NLRP3 ,NLRC4 I AIM2"*', & Pryrin 45#4
35 3(nod-like receptor protein 3, NLRP3) % M {4 & H
HIAF T8 2 1 R/ MA , K i P (ROS) 775 J5 BE M 1%
1% NLRP3, i NLRP3 31 J5 7] LAiG fk caspase—1, 5] & 4
JOAET AR TR A R M IF SY B, NLRP3 FE £ T
A % T A Y 2 A €, AR AR o L R A S
A0 X NLRP3 A i — 45 WF 58 %k IR AL 0 1 1297 4 %
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1 & Pryrin £33 E B R MHE &

RAFRRLS 5 T RALLE IR (NOD) #EZ AR S NLRP3
SRR ET X T2 (8 15 AR W s it A R I 2 A S ) o (A9
g i) A BER, 28NS, RYERTTEN pro—caspase—1
RITEALTE & . ARG, T I AY caspase—1 Kf IL-1B/ 18 FIHY
A TR EIE R . NLRP3 RAEAR T i A3 1L AT fig
SEVFZIRAT IR BNR 1 OCBEEUm AL, 4n 2 Jok ot B A Ak | ]
IR PGB B /NERBE AL il 27 4 A0 AN PR Ak 7 4

NLRP3 R MG TR ZMAES 55 1 %A
TLR B4 72 IR 51 2155 (55 2 ek Ak fE 5
ARV Y SRS 8 B B A RGOk
ROS /=A™, 5l NLRP3 % M IR B0 19 I U AL 45 . ATP
F K AMHE S B AN TR E FIERO A WA L ROS \ER 1
WOMAYT B E AN (UPR) [ Ca™ (5553 2 Rk %
/N RNA(miRNA) , H AP E A2 ROS™
2 HAEET

FET- (pyroptosis ) 42 4 fI FE T 1Y 42 R I X, I H K6t
FIL-18 . IL-18 4 HMGB-1, Caspase—1 J& % AE 1
2 I K AT AU HT A, LA pro—caspase— 1 ( —Fh JG i P B i
Ji) BB XA AE T4 B b, pro—1L—18 Al pro-1L-18
DI R s 1Y 2 % 4f i I 5 IL - 18 1 IL - 18 75 %
caspase— 1[G . 15ALIY) caspase—1 A] 540 AR T, L
R A2 2 L SR AP 0 200 5 N 2 R B A A T

B b A0 A T DT 2 20 L ) T RN A0 L SR AT 1 4
B, V5 B ST RS 57 4 1) R 200 L I PN 25 0 1) 2 4 2 [
R, AR 20 M Y BTN IR 2L | I F G e 2 A
Ji , A A LA DR S — R i RS M AR T
[i) , FEFCAH ML A /N os B0 2 3, BE A R T A B Y
TN, A RA% AR IR 4 . 5 R T A AR S, AR T A AR
TRERSEREYE; ST 40 AH ] FE T4 A AY DNA B
&, 7€ TUNEL & 2k
3 NLRP3 K fiE/ME 5 A TR X &

BT IL-1B FIL-18 B RAZ A fE T8 5 S M IR Y
B A Y BETIRE S LT caspase— 1 HKH, DNA F B
Ak, 40 5 5 e A PR 2 2 R A IR R
RV A A T RE S 3G caspase—1 fff IL— 13 FI IL-18 K
UL AR AT AN A ARG caspase—1 Jif
A1 3h R B AN T SRAE/IMA I I8 S ] 9T LA RS /MAR 1
WO S s AR A AR T S BEAETR
4 AREBHE K IR B T 5
4.1 NLRP3 5FIRAXMHEBIT M 4RI AR CIE B2
4 (age-related macular degeneration, ARMD ) f&—F i £51R
FIPESs , FIRZE BB, 3k BUAS PTG R W, 7 1k
ARMD , HHIA A R J7 25 0 DL G2 f AR ST, 40 I 2,
# | JZ 40 il (retinal pigment epithelium, RPE) FET- Fl4k &
PG AZ A% AR PRI PR R RRAE PR 228 A 3 3T ARMD 1 1]
BT RE 2 o BRI, 1 S X A0 ) B e B AP 5 i 1)
FARPLHI R B LEE

ARMD ' RPE 4 IAE T AL i AR 5¢ 2 B W], JLI
e R RIS B0IE 3 22 W, S AL FIE 4B A 2 O R Ak B
A EEARHEIEM . NLRP3 M0 A B F 4k &
F ARMD /9 RPE 40 0 3E 1=, Stbr I, B 4 7 %
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ARMD 520 /) RPE 40 il iP iE 52 T NLRP3 % 7 14 1) 3%
WL HAHRGE &I ARMD B 35 00 3 38 4K o8 4> B
B IL—-1B F1 IL-18 By /K14 Carolina 25 & 1
T fih e M /IR A 41 i 2R BR S SiE SR A 40 e o Ak
MY 4E , TUNEL BH: DNA F Bk, BB AV B/
PI BRI gL (o, LA K e = TL- 18 1 IL-18 BT, HH,
FE A A M /N AR B 200 G 2 B LS 200 G P ik R S A4 e 24
TUNEL BHP% DNA Fif# , PT FH 4 B Y2 £, caspase—1 1 fk
FIL-18F1 TL-18 AYREAL' ™, WFFTal R0, il 4 /1N
{RTT LK RPE 20 bt S A 153 475 175 3 40 i i AE T B AL
RPET AR N ANMAE T, Wang 451 WLEEF] ARMD i
F " NLRP3 pro—IL-1B Fl pro—IL-18 AJ mRNA 7K -3
e FEARSN , B I B €2, 28 1 R 4i il ( ARPE-19) 4l fifd
Frp ) E A RLEEUIE 2 (LPS) RIS S LAY 38 i, 5F:
H siRNA %5 Y (1 15 NLRP3 114 41 i rr 3 o 338 i 2 31 41
il 2 B AN VR P R IE ) A AR A Ry AR T DL G
caspase— LG fil & A\ RPE 4ilJfid of () NLRP3 4 PEA G .
VI B3R, NLRP3 S 2 i £ 127 ARMD 19 & A= L
HOR B T OCHERIAE L, LEFRATRT R K ARMD fIRIT A T
AR AR ER  NLRP3 1] LUAE N LLJS ARMD BF5E 514
I7 (AT I
4.2 NLRP3 5 XA NE FRAHCH ML
WF 50 2 VL B AE N R BTk EENSE R,
R R L] 254 w6 A B B 1 ik 11 PN I 1 A AL ) B
T P A AR OC R, 0T LA A R BB AT N R R AT
B ROT

Alexander™ BYRFSY b7k VEGF-A B30 f2 LAS ] IR
TR Z R AP, AL TN BE LA J. ARMD, 7 fi R 44
HOVEGF-A B3 INAE S T 5 ERK a3 B 36 Ak A 56 A9 4F 1%
A YR i, AL UG A IL - 18 B9 i Rk, A
NLRP3 SR 43 5% N1rl A{GRZIDE VEGF-A 55
M T BRI B, 107 HL SR Z0 A0 4 ARMD 1B B, 3 26k 31
F W VEGF-A iS00 F1 NLRP3 RYERAF 1) IL-18 #4
TN Z2 AN [ ) AR & A e s BAT SE IR I BOmR R A, 8 1)
NLRP3 a5 I11r]1 A LA VEGF-A 5 S 4E R AH E B
WS R A , JE4RIE NLRP3 4P () R A 24 30 i 70 ]
TG X B AL g 2 TL— 18 BH W7 57 72 191 b5 = 30 7l
ARMD 555 4F % AH 5C M 11 P B8 By T EL AT I R 43
AR AR R S 1 N B AT BLHL A R, NLRP3 (54
B L AT, NLRP3 0 550 0] LA R84 o i A~ 2
B &A=, BT L NLRP3 #0046l 700 T RAAE Sk 4 34 40 O M 1 PN B
B — B BRI 5 i O XA RATI e K SR
J7 1,
4.3 NLRP3 5ZREH  FRE R —FIIR B0, Rk
TET SR 45 B85 I Y BECIR 3 5 20 280, BE LA 7, 51 A A8
AN IR TFARA R L BRI S EIRYT
HE G RE K, BAE YR IE Y R A 2 45t &
SiEY ) RECAH TIRZ ikl o8 &, (AR IR
B2 PRI, TR BROIR B A A TR ML X TR T R
IR RRELEE,

Sun %7 3 AR 35 NG5 1 R 40l ( HConECs )
FEUIR TS PO AT 4E 40 M ( HPF) K60 H 5 45 8 20 it AF ¢
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R T 7K, Fd] caspase—1 LA BR il caspase—1 A Ry
AIEIE TG, M R IEN 7 IL-18 fI IL-18, & FEARE
PR HR R R 1 PR 3k B S 1, F EL7E H,0, b B ) HPF
1 HConECs FEAE caspase—1 WA E R AR T, R
PR T8 B TH s O B R T IL-18 A1 IL-18
ThiE . A caspase—1 5, TL—18 Al TL— 1B &34 i 2 £
P, AR TR SR TR TR R R R ) e B O R b R 4
fEH,

TR AL AR AL R a8 2 s S R At 28 TR 1 4
LR, AT LAVE A DAMPs 51 R 20T, TERAEET A,
IL-18 Al IL- 1B #¥ s JF KB, & 1 IL-18 A
IL-1B5 A& RSk 0] a0 £F 44k  EMT | 41 At 8 1= F0 S
ARG AR, BT A X S AR AL S AE BRI kA P
I, HPFs Hosc S L T R 7 T, 3R B8 IR 9 2240
53, AT REZE SR B A Ak J b AH Y K /E A . NLRP3
2 55 0 40 M A TR SRR B AR R R ) FE AR A
TATE G T R BCIR B A, JF R B0 T 3R AT B Y
ATREME, 0K R A J5 3R B P 3R I B A8 B 1 vk
58108
4.4 NLRP3 S5#ER R M BEfE 35 1 IR 9 W0 1) Ji55 5 725
(diabetic retinopathy, DR) J& —# & [H Z %k, B A L
B AR AL/ T AL | e R AR A OC I I R
FAHEAEFE R R ok A5 A5 1 R 4 45 405 9 R, DR
Al 4y ARG I (NPDR ) I3 %8 1 (PDR) 1

Sirpa 2" BF5T 45 B % 3 NLRP3 &M1& 7E PDR &
WOEAR AR BT VEGF JR YT FEAK T NPDR B & 3% 55 {& h
caspase—1 7K R 2 /MABUE 112 5 NPDR, JF H
WL FFRIERFN VEGF ZMAFEBR R, fE A hi e
DR B3 25 ( TRD) FUBE A= 1M 8T8 iS5 ™ # I 2 8 PDR %
AR i8¢ 3] 2 K -9 NLRP3, 5 NPDR 3¢ BS{RREAAH L,
7£ PDR AR A I 21 58 = 7K F- 19 IL-18 . Mec950 S NLRP3
REREA SR T ], Zhang 27 PR T Mec950
Xof 1R R A WA 1 A I I P Bz AT ( HRECs ) FHT R A
VLS AER AR AL, 768 A DR BE T AR UIBR Y
Mg Eh %< E] NLRP3 .caspase—1 Fl IL-18 B 21k,
T = A 2 ) HRECs 1Y, Mcec950 1% T NLRP3 %k
RIS AT, Chen 257 R FLM DR H #3515 1Y
A1 JE I B A% 40 L ( PBMC) ' NLRP3 %1 4 8 22 36 7
TE PBMC 3% 58 At U8 24045 1L-18 A1 1L-18 119
P& AR A0 P Tk TR, X S8 e B NLRP3 5 1R 1
WO PTRESEE DR AOHERE . XS R B IR ATXT DR 1 &R
BUEI R &L & A T i — 2 T fig, Hoh NLRP3 /£ 5 DR
IR VEAE R T W B IRAT T — 25 M B SR 2 NLRP3 %
PERTE DR T B B2 H i 43 FHL
45 NLRP3 5FHRAE T HRAE (dry eye, DE) J2& & UL A9
IR 2 — , e E R A A 0 oo, U R A T
HRE A9 22 S ML, (H A 22 %) 0 95 € B HIR 3% T %) B %8
RE P REAE T HRAE A5 B PR E mEE Y, M
TR AE RAE & KSR iR DI AL BRI ANTE 48

PR 5 T 0% NLRP3 A 5E/IMA I S 30T R /N B
BRI caspase—1 H B #E FIME R 4N R F TL-18 AY AL
B Niu 255 B9 B TR 25 A AE T IR AE (SSDE )

32 1F T NLRP3 mRNA IR 5K -5 % B AR HE S 3%
B, AETHERLEAAE T HRAE (NSSDE ) 19 32104 b s
H/KF B NLRP3 mRNA &3k, X 48 % B3R W NLRP3 &
PEPRTTRE 5 T HRAEHR R AR AT A A AT G, SSDE 21 4%
TH B 1% 2415 1] ( tear break —up time, TBUT) , LR Y M
(fluorescein , FL) I Schirmer M {8 ¥4 i # ik T NSSDE 21
Hi 8 . SSDE Fil NSSDE ' NLRP3 4 3% 7K F- 1] fig 5
THRAE B AR A &, Zheng %7 FIA B4R i 2R BT R
4; (intelligent controlled environmental system,ICES) i 5 M
Pk 4~6 JHi CSTBL/6 /NRUYZE % 588 DE ., 1E ICES 5
B Lwk Ja %8 ROS 9T, JLAE =l NLRP3 RYERL] 70
( B NLRP3 ,ASC Fl caspase—1) %) 3% R 22 5 36 i 2 iy S 2k
IL-1BBEHL 3G /N . ICES 258 2wk J5 &4 caspase—1 1 P
B, K EA 0.3% N-OBERE-L-2FBE 2R (NAC) K
W] FAE ICES i 7% 2wk B9/ L, NAC 9/ i 2%
JEE Y 8 JF 9k A ROS 7 4, iE T 8 NLRP3, ASC,
caspase—1 I IL-18 mRNA VIS BT R ) K, B
B 0855 9 HEAR A Y caspase—1 ROMEALIG P, THRIE/N
BT 7R ROS A2 LI NG| & NLRP3 AR IR 19 52 7
FEAL, FBUE YR IL-18 Z- i34 N, NLRP3 ik
B 5 R 5 2 1 DE SO YA OC, LA b sk
WFFE LS SR K BT MR 1 J8 & R B A8t OB Y SR m, T
J ] NLRP3 525 W18 i AnE AL i 2540 T B iR 7 Fh 45
P53HY DE BOm R HER 67 I
5 NG5

NLRP3 S5 /IMAEVF 22 R ke 3 28 G 21
VERL, SR AGR A5 5175 S 0 K L R R PP BT T A
PSRRI 55 105 A T2 40 A T O AR B G B 2D 3R NLRP3. 58
PE/AMAIE SEAE SO B A% L 5T NLRP3 4 4K 5 4 il £
TR R A BA S YIEER . HR, R 3 g A DAL ) LA K
o F AR AR R R B s b R, i — 22 58 NLRP3
A 0 0 8 T R MR LB rh VR TR HILRD , AR
SRA W R A W 2 D7 R BT NLRP3 1 {5 5 3 i 55 0F
5T, BEAE XS HRFHEI TR A T i Sin o S B i S S
IUNEPRE Y08
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