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We have conducted mechanism studies of three Parkinson’ s disease (PD)
drug-seeds, which were obtained by the screening for metabolome analysis of PD and for clearance of
protein aggregation seen in the brain of PD patients. We found that they function by targeting
inhibition of Keapl-Nrf2 binding, activation of PLC -mediated TFEB transcription activity, and
stimulation of liquid-liquid phase separation of target protein, respectively, thereby showing
neuro-protection in PD-model neuronal cells.
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