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Functional analysis of an age-dependently expressed molecule involved in DNA
damage : From forensic to aging medicine
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M-LP

M-LP is a biomolecule whose expression changes with aging and senescence,
increasing during developmet and decreasing with aging. We have recently shown that i) Suppression
of M-LP expression causes an increase in cAMP and activation of PKA, leading to an increase in mtDNA

damage, and that ii) M-LP is a novel PDE with cAMP-degrading activity. The M-LP-KO mice showed
hyperplasia of pancreatic islets of Langerhans and increased glucose tolerance. These changes
associated with M-LP deletion were considered to be induced by PKA-dependent phosphorylation of 3

-catenin and GSK-3B, key factors in the Wnt signaling pathway.
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