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Research progress of resveratrol in treatment of diabetic retinopathy "
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[Abstract] Diabetic retinopathy is one of the main complications of diabetes,has the characteristics of
high morbidity and shows the increasing trend in recent years. The pathogenesis of the disease is complex and
jointly regulated by multiple mechanisms, mainly including oxidative stress reaction, polyol pathways, ad-
vanced glycation end products,hexosamine pathways,and protein kinase C pathways. As a polyphenol natural
antioxidant,resveratrol has various biological activities such as anti-oxidation, anti-inflammatory, hypoglyce-
mic and anti-tumor. In recent years, many studies have shown that resveratrol possesses the effect for signifi-
cantly intervening and alleviating diabetic retinopathy,and can effectively inhibit retinal cell apoptosis,neovas-
cularization,inflammatory response.and preventing oxidative stress damage. This article mainly reviews the re-
search progress of resveratrol in the treatment of diabetic retinopathy at home and abroad in recent years in order to
provide the theoretical support for the development and application of polyphenols represented by resveratrol.
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