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[ Abstract] Diabetic keratopathy is a chronic complication of diabetes caused by abnormal metabolites
accumulation, oxidative stress, abnormal inflammation and corneal neuropathy. It can result in delayed corneal
epithelial healing and decreased corneal sensitivity under the stimulation of ocular trauma or surgery which bring great
challenges to clinicians. Activation of nucleotide-binding oligomerization domain-like receptor protein 3 ( NLRP3)
inflammatory is one of the factors that cause chronic complications of diabetes, and is also an important factor for
delaying the healing of diabetic wounds. The NLRP3 inflammatory signaling pathway is closely related to corneal
oxidative stress,delayed epithelium healing and development of corneal neuropathy. In this paper, the research status
and prospects of NLRP3 inflammatory signaling pathway and diabetic keratopathy were reviewed to provide new ideas
for studying the mechanism and treatment of diabetic keratopathy.
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NLRP3 S i /A J2: i NLRP3 | T 4 56 BE 5 B 2 1 Fof:
Jot 20 R R A A R 25 1 Tl (caspase) -1 BRI — KL EAER
Ak 762 AN RE E 15 5 B, NLRP3 % /4 55 3R AL, {2
4 T T 9 F1 40/ % 1B (interleukin-18, IL-1B) 1 IL-18
.25 MW AR AE RN . fEIE B AR B B0 , NLRP3 58 AiE /A
B IEGNACHT ZE AL R R0 DA Y AR A 5 AE Stk R E R
87 ) HE T 2 5 e R, T A T A G 8 S 5 E 18 48 A I
i, NLRP3 445 /£ 3 B2 35 4k 51 8 40 g 4 3R 38 " . NLRP3
SR /A 28 B Ak 3 AR 8 TR S S 2 M S S B s
S 2B 5 T kB (nuclear factor-kappa B, NF-kB) 41 5 Ay
NLRP3 140 il P57 i 445 S7 K S b 301, 900 155 5 60 435 0 U5 5 it
A 56 4 B 20 RN P VR S B R % 4 B XL AR TR = R R IR T
(ATP) 0 4t i 2 T WE % BE 32 1 P2X7 4 S 19 48 il 9 K743
20 1L P9 1 4 (reactive oxygen species, ROS) 3 22 ¥ i 4 i
ZUA T g UK S T LRk AR 1 W T 38 o 5 i NLRP3 485 /)
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R 9 11 T A5 1 R 38R, JR) 8 L ek 4 L AR S A 11 ML B Oy 2]
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P 11 SE R A5 A AR, 2 Ab o S ST A I B B B A 18
ST B R S0, S ST S o A o 5 110 o X A IR b B
PR Y BIF 9T 2%, TC B A R B 43 S5 R I i DAMPs G
NLRP3 J N {if 9 ¥ F 7, LW NLRP3 & 42 7] LA ) 58 4 3 2
AT ™ o DK ARy i DR IR I A 5E 2 —  NF-kB M1
T E WA M A AGEs 485 T (19 57 8 RAE 7 5 5 My B8 1 Bz 10 4
BAG . NF-«B BN o 5808 A A 48 5 5% 19 )3 s HL il .
o B B A T OGO A IR B Al NF-kB {5 53 8% DA K TL-18
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H8ETm , wik A% 5 B T 3@ A 40 ) NLRP3 98 E /N PR 89 800 Ok B35



- 682 - B S R IR B AR

2022 4F 7 HE5 40 355 7] Chin ] Exp Ophthalmol, July 2022, Vol. 40, No. 7
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(thioredoxin-interacting protein, TXNIP ) -NLRP3 4 4 /)M g /) 5
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122055 78 R SMSETR HEAT A 9T K B, NF-w B {5 53 25 3% 38 19 25
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o,
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BEARSEOEIT (0 NLRP3 4 /MR A 5 09 9 0E R 2 5 A &
JE A 2205 A8, LR BE B8 A 48 9 & E 1Y R A R kR PR AE
P o R B 0 S 0 22 S TR 9 L AR IR 4 0 AR
W F R AR AR, A MR A1 5 A e R e e ) DL R
AR CEARE B VI, £ DK i RAY kg A KK
TRIT AT B AT SR Ak 2 T A AR R R R
R 2 A8 R 8 — & B9 VE R, 7T LU NLRP3 48 i
ANERE DG B, 2 5 T OBl PR AR TR 28 5 A 1 s B AR B O R
Wan 45 BF 55 % B, NLRP3 48 5 /N 1 40 i 5] MCC950 T 1
A 00 R /0N B I B2 48 095 U i 2 SRR B I R A, AR 0
Fe R M B B AR Z A 58 R 6 A I b 42 28 T E AT IR ABE 9T o
Aok I N NLRP3 4 E /N PR AR 3G i % 2 T, JT JR 4 PO A1 I
2255 AE I FE R A 5T o
2.3 NLRP3 4HE /M 55 0 R A IS AL R

AALNLEOZ 5 DK B LR Z — 5 R Al 5
ST 40 S R, R A3 I 3, 7 A KR R Ak v )
)RR E R MR EE N R — R T A
A DL A Ay I AR 4 B BRI B R R B R, 7 KR
ROS, B 4 4L M5 473 40 s DNA, 3% s 40 i 98 1= ROS [A] B
Z 508 R 105 1 AE 3R 1A LA SR PR /1 B BB i 4200 A2 1 &
R R

W D s o BRL A 440 BRI I A P B A S G i By ROS AT
NETs [97% J& FRE B, 28 380 NLRP3 585 /Mg 42 #F IL-18 f1Y
B LLAh ROS A RAGE )2 15 K ¥ 7 NF-«B, J5 8 & %E /I
HIEAAE 5 . ROS HIV AN N Ca" T , ki 31 NLRP3 5 AE /Mg
9 0 17 5 2R A2 HE NLRP3 &5 /MATE AL o e G 7R 10 N
FBE b B dfi i ROS J% IL-18 Rk m, [W it 45 AGE 1y &
BUS NF-«B {5 530 B 09805 . AGEs 3040 g o g 2 4t , 7
A E A, VR 40 P B9 ROS 7K F-, Tiii ROS B AGEs iy
T, Wi % 2 T8 OG5 2 5 DK B % . A4k i
A S BOWE SRR A B 1 B2 G SR AT A, 5 ROS #3% NLRP3 48 4% /)
G ETHE RAE LGB, R E T B2 AHCHE T 2
(nuclear factor-erythroid factor 2-related factor 2, Nrf2) J& — Ffi i
Tl S0P IO 98 K% 46 E SN I % ik IR 7, E W DR Hh 2 48 . Nef2 A
SHU A B T T N BURE PR B N 5 i S, U
Nrf2 76 #1140 Ak 7 38 i 8 e 2 OR 9 1 . 0F 58 & B Nif2-
NLRP3 % Jii /N4 3 B 2 5 DR (9 & J& , Nef2 34035 J5 T 3 B
NLRP3 R it /MA A 335 7 ROS, R i NLRP3 52 i /M4 i 3 3k
Fe S PR 71035 Ak, E 28 DR BERR'™' . eah, il i #  5 ROS
AHIE I TXNIP 3635, BEAR S8 5E /A 9 35 A, vl Aok 8 400 o JE o
MM . Bt T RLHEI ROS W] BE 3 13 33 NLRP3 58 i
MRS T DK A RE R SRR A A S a4 .

A, A W 5% & B H W AT DL 5 ROS Fil NLRP3 4 4
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TR R R 2 s i T B W R LM IR AR T OF &
NLRP3 %4 /) 14 3% 19 35 22 0L 42 45 AGEs , NF-«B, ROS-
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