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WFFE R R OB (53C) : Parkinson’ s disease (PD) is a prevalent neurodegenerative
disorder. Recent identification of genes linked to familial forms of PD, such as Parkin
and PINKI, has revealed that ubiquitylation and mitochondrial integrity are key factors
in disease pathogenesis. However, the exact mechanism underlying the functional interplay
between Parkin-catalyzed ubiquitylation and PINKl-regulated mitochondrial quality
control remains an enigma. We revealed the concrete mechanism underlying the functional
interplay between ubiquitylation catalyzed by Parkin and mitochondrial quality control
regulated by PINK1. These results provide crucial insight into the pathogenic mechanisms
of PD. We also revealed that MG53 ubiquitin ligase is involved in plasma—membrane repair.
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