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Regulation of lipid metabolism through nucleotide levels in liver
by utilizing AMPD2 KO mice
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WFZER R OMEEE (332) : Nucleotide metabolism has an important role for lipid metabolism
through AMP-activated protein kinase (AMPK) in addition to several known functions. In
this study, it was found that the systemic adipose deposition was changed by AMPD2
deficiency. This change was shown to be correlated to changes in the levels of hepatic
adenine nucleotide and the phosphorylated condition of AMP. Therefore, the relationship
between AMPR2 function and lipid metabolism was newly identified.
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