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Abstract ; Diabetic retinopathy ( DR) is one of the most serious diabetic microvascular complications. Its development and progression is
not only related to long-term hyperglycemia,but also positively correlated with blood glucose fluctuations. High glucose fluctuations con-
tribute to diabetic retinopathy through the following ways :inducing autophagy and apoptosis, activating oxidative stress,damaging DNA

in retinal tissue cells, promoting the release of vascular endothelial growth factor (VEGF). This article is a brief review of contribution

of high glucose fluctuations to DR.
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