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Abstract

Macular edema poses a significant risk for visual loss in persons with diabetic
retinopathy. It occurs when plasma constituents and fluid leak out of damaged retinal
microvasculature in the area of the macula, causing loss of central vision. Apoptotic loss of
pericytes surrounding capillaries is perhaps the earliest feature of diabetic vascular damage in the
macula, which is also associated with dysfunction of the endothelium and loss of the otherwise
very tight endothelial permeability barrier. Increased oxidative stress is a key feature of damage

to both cell types, mediated by excess superoxide from glucose-induced increases in
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