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Advances in the role of lipid metabolism in the pathogenesis

Abstract

of diabetic retinopathy
LI Sha', JIANG Wei®
(Department of Endocrinology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Diabetic retinopathy is one of the most common microvascular complications of diabetes, and its development is
affected by many factors. Disorders of lipid metabolism are particularly common in diabetic patients. A number

of studies have shown that lipid metabolism has a certain correlation with the occurrence and development of

diabetic retinopathy.
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