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Abstract

Keywords

The pathological process of diabetic retinopathy (DR) is closely related to the damage to blood-retinal barrier
(BRB). The increase of BRB damages and permeability lead to macular edema, which is the main cause of visual
loss in type 2 diabetic patients. BRB mainly includes inner barrier and outer barrier, which have physiological
functions, and have different sensitivities to environmental stimuli.
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Figure 1 BRB injury and pathological development of DR
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