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Abstract

e Diabetic retinopathy (DR) is one of the common and
severe complications in patients with diabetes, which is
the leading cause of impairment of vision in diabetic
patients. In recent years, following advanced research of
diabetic  etiopathogenesis, further  advances in
pharmacotherapy have shown promise in the treatment of
DR, including corticosteroids, vascular endothelial growth
factor ( VEGF ) inhibitors, protein kinase C ( PKC)
inhibitors, renin-angiotensin system blockers Candesartan
and fenofibrate. This review will focus on DR present and
potential future pharmacologic treatments.
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A, L N VEGE 24K 1 FI5Z 0K 2 19 40 Jfa Sh B3
43, AT VEGF Ay 6 FhaE 1 (VEGF-A ~ VEGF-E LA &
JG# K F) . Aflibercept H 1l FH TIRIFIZYE AMD J
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72:685 BB EIA T ik I H 4 3mo BT — WK, HF5E M
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