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Understanding of the mechansism for clearance of senescent cells
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Accumulation of senescent cells has been proposed to be involved in various
age-associated pathologies, but molecular basis underlying the accumulation has ramained unknown. In
the present study, we found that ATP11C, a fllipase for phosphatidylserine,is down-regulatred in
senescent cells_However, overexpression and down-regulation of ATP1l-related genes do not affet the
expression of phosphatidylserine on senescent cell surface.Furthermore, Inhibition of calcium
signaling, an essential component for ATP11 fllipase, also does not affect the expression of
phosphatidylserine on senescent cell surface. These results strongly suggest that there is an unique
mechanism for clearance of senescent cells
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