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The effect of influenza virus infection on energy metabolism in the host was
investigated in mice. Akt phosphorylation following insulin injections was attenuated in the livers
of mice infected with influenza virus A/Puerto Rico/8/34 (HIN1). Furthermore, glucose tolerance

tests revealed that the influenza virus-infected mice showed higher blood glucose levels than the
vehicle-inoculated control mice. These results suggest that influenza virus infection impairs
insulin signaling, which regulates glucose uptake. However, increases in the hepatic expressions of
fatty acid-metabolizing enzymes suggest that fatty acids accumulate in liver cells of infected mice.
Collectively, our data indicate that influenza virus infection dysregulates host energy metabolism.
This line of investigation provides novel insights into the pathogenesis of influenza.
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