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Translocation of telomerase to mitochondria
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Abstract Telomerase is a reverse transcriptase which main exist in nucleus, with the main function of
maintaining telomeres,so it contributes to cellular immortality . It has been demonstrated that telomerase
activity would be altered upon oxidative stress and excepted fromnucleolus to mitochondria as well as telomere

shortening. The telomere—independent functions of translocation of telomerase to mitochondria have been

related to improved mitochondrial function, decreased oxidative stress and resistaned cell apoptosis.
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