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[ Abstract)

the world. It has good efficacy and safety evidence of single-agent/combination therapy, but the effect on di-

Metformin is the first-line drug recommended for the treatment of type 2 diabetes all over

abetic retinopathy remains unclear. Moreover, there is still no direct clinical evidence to prove the effect of
metformin on diabetic retinopathy. It has even been suggested that severe non-proliferative and proliferative
diabetic retinopathy is a contraindication for the use of metformin. In recent years, studies showed that met-
formin could delay the occurrence and development of diabetic retinopathy by reducing retinal damage, re-
ducing retinal vein occlusion, reducing retinal neovascularization, reducing retinal inflammatory response,
and improving insulin resistance, thus may provide new ideas for clinical and scientific researchers.
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