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Mitochondrial biology

Mitochondria are "energy plants” of the cell, producing large amount of ATP from nutrients of foods we eat. Mitochondria contain their
own genome, called as mitochondrial DNA (mtDNA). Accumulation of pathogenic mutations in mtDNA decreases produced ATP by
mitochondria and induces various abnormalities in whole body. These symptoms are called as mitochondrial diseases. The detailed
expression mechanisms of diverse disease phenotypes are not well known, and effective treatments for mitochondrial diseases have
not been established. We are investigating the influences of mutations of mtDNA and/or mitochondria-related nuclear coded genes
on cellular or biological functions by using animal models or cell models.
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