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MR R OB (330) : Mitochondria serve as “the power plants of the cell”, playing
essential roles in cellular functions. Recently, it has been proposed that degradation of
mitochondria as whole organelles, termed mitophagy, is critical for mitochondrial quality
control. However, the molecular mechanisms remain largely unknown. In this study, we
utilized budding yeast, and succeeded to establish selective degradation of mitochondria as
a phenomenon to be analyzed, and systematically identify mitophagy-related factors.
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