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Advances in oxidative stress in the early treatment of diabetic retinopathy "
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[Abstract] Retinopathy (DR) is a chronic,progressive, potentially vision-impairing retinal microvascular
disease. The pathogens of DR are complex and diverse,and there is no definitive pathological mechanism, but
many studies have shown that oxidative stress plays an important role in the development of DR, especially
early development. Therefore,the early intervention on the oxidative stress or targeted inhibition of key steps

involved in the DR pathogenesis,so as to reduce the degree of oxidative stress, may play an important role in

delaying the progression of DR. This article specifically summaries the research progress in this regard.
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