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neurovascular injury in diabetic

Diabetic retinopathy (DR) was earlier recognized as a microvascular complication, but nowadays, it is con-

sidered as a neurovascular disorder caused by damage to neurovascular units. Study shows that changes in the neuronal
damage occurs before the clinically detectable microvascular abnormalities shortly after diabetes and neuronal damage par-
ticipates in the progress of microvascular disease. Therefore, microangiopathy does not reveal the importance of the con-
nections and impact between the neurons, glial cells and microvessels. Furthermore, the neurovascular damage and its pro-
tective mechanism based on the neurovascular unit and the novel therapeutic measures for DR will be the focuses of re-
search in future.
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