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Regulation of osteoclast function by AMPK activity

Yorito, Anamizu

3,900,000 1,170,000
AMPK AVPK a 1, o 2
T172A (ON ) c
(CA )
AMPK ACC DN ACC CA

CA DN AMPK

AMPK is a metabolic master switch that mediates the adaptation of the cell to vari
ations in the nutritional environment. Its activity is stimulated by increases in the intracellular AMP/AT
P ratio in response to stresses such as exercise, hypoxia, and glucose deprivation. To test whether modula
ting AMPK activity would affect osteoclast function, we used adenovirus vectors containing dominant negati
ve (alDN , a2DN) or constitutively active (alCA , a2CA) forms of AMPK catalytic subunits (al and a2). The
phosphorylation level of acetyl-CoA carboxylase at Ser-79, a direct target of AMPK, was modulated by adeno
virus-mediated expression of the AMPK mutants. Modulation of AMPK activity did not affect osteoclast survi
val or bone resorption, indicating that AMPK is not involved in ATP depletion-induced bone resorption.
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