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* Neurodegenerative diseases such as AD, PD, and ALS present diverse
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a-synuclein PFF were used to model PD-related phenotypes in primary dopaminergic neuron culture. Aged (18 month) mice received a bilateral intranigral injection of a-synuclein PFF and injections of CBE 3 times a 6-OHDA was delivered to the striatum of male rats to produce PD-like pathology.
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