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The role of deleted-mtDNA accumulation in the molecular mechanism underlying the
pathogenesis of mood disorders
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Clonal accumulation of deleted-mtDNA caused by POLG1 mutation in the specific
neural circuit is thought to be one of the molecular mechanisms underlying the pathogenesis of mood
disorders. To analyze the neuronal dysfunction caused by the accumulation of deleted-mtDNA, we
established a method for the quantification of deleted-mtDNA in cells dissected from mouse brain by gPCR.
We also generated induced-pluripotent stem $iPS) cells from human peripheral blood mononuclear cells
using episomal vectors, and successfully differentiated them into neurons, to generate PLOGL mutant iPS

cells using genome editing methods.
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