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Abstract

e Diabetic retinopathy (DR) is a neurovascular disease
caused by the neurovascular unit ( NVU) impairment.
Immune imbalance and inflammation are key factors that
affect the normal function of NVU and lead to the
progression of DR. Nucleotide - binding oligomerization
domain-like receptor protein 3 (NLRP3) inflammasome is
indicated as an important component of the inflammatory
response, and it can identify endogenous danger signals,
leading to the activation of caspase-1 and then activating
a series of inflammatory cytokines and pyroptosis. Early
activation of inflammasome maintains and promotes
innate immunity against bacterial and viral infections,
inflammasome activation
excessive expression and ongoing action of inflammatory

while excessive results in
proteins, which in turn triggers off immune disorders and
an inflammatory cascade that seriously harms the body.
This review summarizes the recent research progress on
the mechanism of NLRP3 inflammasome in NVU
impairment of DR, including the related drugs targeting
NLRP3 pathways.
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oligomerization domain—like receptor protein 3, NLRP3) %4
IMARIEAILAAR S TR A 92 S 7 1) i S22 20 I 4, e AT R g i
T W 0 AR 16 055, 00T AR 28 S A S I, KT
DA SR AR A A, A FG R P O B 20 S P4
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TXNIP 55 FHS 5 w0 T 0 5% ) 240 it 4 Ak 7 % B 4
JHL R T 14 ik A, ROS #0044 77 51 2 T 8K TXNIP RE % B W
SEAL RO DNA S5 R AR T L Chen 257 1
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miRNA & 5 DR " NLRP3 #i% & 40 A2 1=, 78 = 4
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R N miR—20b—3p 2835 ] 38 i 310 1 400 9 i TXINTP/
NLRP3 4 i 1 %, 2% DR K AL D AE , I U 5 40 o iy,
A, miRNA 38 1] LA 25 LneRNA 5 A FH R 14
TUNMAET BRI 2R ) S A i R T i 2 Ak
SEA TG, PO AN P AP ORI AR RE SN, M T 5 5 ] 4
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%A NLRP3 % M & 42 08 e DM K B AN 2 2L &
iBRB B3R, 2 DR 92 1 4 5 TR Y RIEHR R |
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52 DR RAEN . A FF AL 75 2R — R SR B 2L Y
UL, L E S A R 0 ROS 77 A S A AR,
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Uk A% DR /N U A B e AR S {H Mec950 Y2y
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FEAR RS D AR N R SRR E R, BFoE R
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aE AT BES N DR JLR G R A
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