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Summary: (1000 characters)

Diabetic retinopathy (DR) is the leading cause of blindness in working-
age adults while Parkinson’s Disease (PD) is the most common
neurodegenerative movement disorder. Recent evidences point to a common
pathophysiology in the visual impairment of PD patients and in DR (1).
Disruption of the dopaminergic system was observed in both diseases and
may result from loss of dopaminergic amacrine cells (2,3). Dopamine-
restoring treatments improve visual symptoms in both PD (4) and diabetic
models (5). However, the involved mechanisms are completely unexplored.

Alpha-synuclein (aSyn) aggregation is an hallmark of PD (6). Recently
beta-(bSyn) and gamma-synuclein (gSyn) were associated with pathological
processes (7,8,9). All syn members are expressed in the retina (10) and form
inclusions in the retina from patients with different neurodegenerative
diseases (10-14).

Here we aim to:

1) establish correlations between syn profile and retinopathy progression
with both diabetes and PD development stages using mouse models;

2) dissect the involved molecular and cellular mechanisms;

3) develop therapeutic approaches for retinal neuroprotection.
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