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Abstract

e Neutrophil extracellular traps ( NETs) are net - like
complexes released by neutrophils and play a crucial role

in antimicrobial defense. In addition, NETs can exacerbate
inflammatory responses associated with various diseases,
including diabetes, cardiovascular diseases, and
autoimmune diseases. Currently, the role of NETs in
ocular diseases has received extensive attention. This
article  systematically summarizes the formation
mechanism of NETs and their role in maintaining
intraocular homeostasis under physiological conditions. At
the same time, it focuses on elaborating the pathogenic
role of NETs in the field of ophthalmic diseases, such as
dry eye, keratitis, uveitis, diabetic retinopathy, retinal
vein occlusion, and age - related macular degeneration,
emphasizing the importance of NETs as therapeutic
targets for ocular diseases and the potential application
value as new markers for ocular diseases. Future in-depth
research on the mechanism of NETs in ocular diseases
will provide a stronger theoretical basis for the treatment
of related eye diseases.
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Tl TS A4 L KL R0 A PR R R S S, AT 5 A HL
fib S BE AN FEHFBAL Y L BR T ARG PR AL ST, —Fp
rh AL 4 T 1) 1877 0 AL T ——— P A 4 L B A 375 il T
(neutrophil extracellular traps, NETs ) ZRNZRE, B
—FphRE 0 AR S ), p TS Ak 10 v P b 20 M 1 RTRE T
A RO R R ) B AR R . NETs i 418 (1 R v
Hr 210 RELAUR 2 116 2 %) 200 B AP AR AR W A% IR A 22 20 i,
it ALY ( myeloperoxidase , MPO ) | H R4 20 g 5k 2R
[ ( neutrophil elastase, NE) FLEREH HLAEAM 45 1
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NETs 78 Z 805 9 b & ¥ ST1 §I4E F, — J5 1T, NETs
FAT 2R BT TE RIS R VR R NETSs 78 2 F 9 5E
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B e tEpe ' AR NETs 78 HR h A F 32 5] )
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it 12~ B E R R 13— £ BRI ( phorbol 12 —myristate 13-
acetate, PMA ) FIE EALANZE 34" . B AT, A IAH NETs
A AL 24 PRl . NADPH % {6 ( NADPH oxidase,
Nox ) 3 4 348 72 F11 Nox B[R R ey o o
1.1 Nox ik #itki& 2 Pk gn i ad B A% B AL
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TRV fift J D A T A AE T X, AT ) ¢ A1 P T A 4
BB AR T4 240 TR — 20 1) KRG A, AR R
b JE—FP R AR K, 5 A P R 40 G AR A0 ] 4
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TLR4 il it NF-«B 3 A A 1, B0 4e 28 40 i X 1 A 2
ik, ME— 25 A 0 H PR 0 B S A R B AR Rk, TR
JIA 04 2 s ML, 40 ot v A 4 A o B2 0% B2 NETs 2B B
AT R4 il 2 e BAT H B L
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L R i e I I o A R NG o
( neutrophil —lymphocyte ratio, NLR) F1 fi. /N — bk B2 40 ffd £
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