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[ Abstract] Diabetic macular edema is a common complication of diabetic retinopathy,and is the main cause
of vision decline. Antivascular endothelial growth factor (VEGF) agents are the first-line therapy for DME , but some
patients still have refractory or recurrent macular edema after anti-VEGF treatment. This suggests that the pathogenesis
of DME may involve inflammation-related cytokines other than VEGF. With the development of high-throughput
detection technology, the analysis of inflammatory cytokines in the intraocular fluid of patients such as aqueous humor
and vitreous humor has attracted more and more attention. At the same time, recognizing the impact of current
treatments on inflammatory cytokines will help to formulate more efficient treatment plans. This article reviewed the
changes of inflammatory cytokines, such as interleukin-1g (IL-18),IL-6,IL-8, monocyte chemoattractant protein-1
and intercellular adhesion factor-1 in the course of DME, analyzed the possible mechanisms involved, and discussed
the effects of anti-VEGF agents and glucocorticoids on these inflammatory cytokines.
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DR) W] 3 H0)™ 5 1A ) B i, 2 TAEF IR NS M E 25
DALY 00 0 2 S R 2 I ) 45 Bk S B —
R D) B 5 2 32 45, 5 43 DR B PR ULt 1 30 B XA ) B PN B0
J2 WA ST R BRI, BIOBE PR W B B K i ( diabetic macular
edema,DME) . Ifil % W [ 4= K A F ( vascular endothelial growth
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T, HEAE Py 7K FRE R R 28 T 0N O 2 DME & 1
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SR, 5 30% 1 DME B35 X 5t VEGF 25 #3877 I %, 7R
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AT HA R — 2R JE . (1) DME R HLHI &2 4% , Mk DL 22 57 o
B B S AR L DT AR AR 2201 A i B AR 5 TR R I ZOR fig
X R BEAT I 22 B, TGPk 5 ) DME (95800 9 A X LA o3
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