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[Abstract)

early stage of diabetes, is not enough to completely reduce its chronic complications, including

Abundant evidence has established that glycemic control, if not started at a very

retinopathy. This phenomenon has recently been defined as “metabolic memory”. Diabetic retinopathy

(DR) is one of the common complications. This review summarizes the relationship between the

“metabolic memory” phenomenon and DR, the molecular

phenomenon, and potential therapeutic agents to reverse
a future strategy in the prevention and treatment of DR.
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Diabetic retinopathy;

mechanisms for propagating this

“metabolic memory” in DR, contributing to

Molecular mechanisms;  Prevention
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