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WFep B O ZE (530) : Akt is a serine/threonine protein kinase that is situated
downstream of PI3-kinase and regulates multiple cellular processes including cell growth
and glucose metabolism. The purpose of the present study was to investigate the mechanism
of metabolic regulation by Akt signaling in the heart. We found that Akt activation leads
to downregulation of fatty acid oxidation and that downregulation of Akt pathway in the
heart leads to contractile dysfunction. These data suggest that Akt maintains cardiac
function in part through regulation of ATP synthesis in the heart.
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