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Abstract: Diabetic retinopathy (DR) is one of the most common and serious complications of diabetic patients.Clinically, it is divided into non-
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proliferative diabetic retinopathy (NPDR) and proliferative diabetic retinopathy (PDR) according to the characteristics of cases.The current treatment
methods for DR are mainly surgical treatments such as retinal laser phototherapy and vitrectomy.Vascular endothelial growth factor (VEGF) is a
protein that plays an important role in the production and development of DR. VEGF -A combines with the receptor VEGFR -2 to promote
angiogenesis.VEGF-B mainly binds to VEGFR-1 and does not play an important role in vascular growth or vascular permeability.The combination of
VEGFC/D and VEGFR-3 plays a role in the formation and metastasis of lymphatic vessels, and it can also combine with VEGFR -2 receptor to
promote retinal neovascularization and increase permeability.This article describes the pathological characteristics of DR and the role of VEGF family

in DR.
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