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D—2>Tohsb, X b2 FU7 DNA (mtDNA) ~U 2T —8 (Polgd) |ZZEF % %D hetero
I AT ADRKE BT, s E & IR 72 KK mtDNA OZFEEHED B
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TR OBEEE (3£30) : We found that exponential accumulation of mtDNAs deletions with
ageing, but not mtDNA copy number per cell, are enhanced in muscles and the brains of
heterozygous knock-in mice carrying a mutation (D257A) in mtDNA polymerase (PolgA),
one of the causative genes of CPEO and related diseases, which often accompany mood
disorder. Tissue-specific accumulation of mtDNA deletions suggests that PolgA*P257A mice
are suitable for an animal model of CPEO. PolgA*P?574 mice did not show behavioural
changes by conventional behavioural test battery, but showed distorted day—night rhythm.
This phenotype resembled the phenotype seen in the other line of mutant mice. There is
possibility that accumulation of mtDNA deletions causes mood disorders.
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