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Comprehensive analysis to uncover molecular network between mitochondria and
nucleus underlying mitochondrial homeostasis
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RREB1

To elucidate the coordinated mechanism of mitochondrial degradation and
biogenesis, CRISPR library screening, ATAC sequence, and single-cell analysis were performed as
unbiased methods, and these results were analyzed with integrative approach and revealed that a
novel RREB1-ESR1 signaling pathway is important for maintaining the numerical homeostasis of
mitochondria.
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