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Background 1. Induction of phospho-SNCA pathology 3. Mitochondria staining with phospho-SNCA 5. Electrophysiology assessment of
pathology dopaminergic neurons
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D) Chronic treatment of SNCA PFF treated dopaminergic neurons with
rapamycin, led to a significant decrease in phospho-SNCA levels. ™ p. <
0.000t1
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