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“ Functions of the gerontogene clk-I in mammals ~
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The clk-1 gene has been initially identified as a responsible gene for a long-lived mutant of nematode C.

elegans. Loss of function in the mutated clk-1 gene causes delays in development and behavioral ultradian

rhythm, and extended lifespan in the mutant nematode. Gene product of clk-I is a synthetic enzyme of

ubiquinone/coenzyme Q (CoQ) that is an electron transporter in mitochondrial respiratory chain. Since CoQ

drives the ATP synthesis and serves as the major source of the reactive oxygen species at the same time, it

is thought to be involved in regulation of senescence. We show here the induction of mitochondrial-mediated

apoptosis and delay in ultradian rhythm in clk-1-deficient mice we established. Involvement of the clk-1 gene

in regulation of mammalian senescence will be discussed.
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