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An apﬁroach from crosstalks of nuclei-mitochondria to disease mechanisms of
mitochondrial diseases
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Disease phenotypes of the model mice with a pathogenic mitochondrial DNA
(mtDNA) mutation and dysfunction of Drpl, a mitochondrial fission factor, were analyzed. Drpl
dysfunction made disease phenotypes induced by the mtDNA mutation more severer. These results
indicate that Drpl-mediated mitohondrial fission suppresses disease phenotypes induced by the mtDNA
mutation, and also suggest that there are important crosstalks between mitochondria and nuclei.
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