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Drug screening to improve mitochondrial functions
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The genes responsible for autosomal recessive early-onset Parkinson' s
disease, Parkin and PINK1 encode a ubiquitin ligase and a mitochondrial protein kinase,
respectively. A series of studies have revealed that Parkin in collaboration with PINK1 has a role
for mitochondrial quality control, impairment of which leads to dopaminergic neurodegeneration. In
this study, we aimed at searching drugs to improve mitochondrial functions through moderate
activation of PINK1-Parkin signaling.

We developed a cell-based reporter assay to monitor PINK1-Parkin signaling and screened
approximately 310-thousands of chemicals. Hit compounds obtained in the screening were further
tested for mitochondrial membrane potential and cell viability and three candidates were identified
as seed compounds.
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