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Elucidation of the mechanism of hepatic insulin resistance via iron metabolism
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In one-third of NAFLD patients, iron liver deposition was found, possibly
related to dietary iron overload and genetic factors. High iron links oxidative damage. Disruption
of some iron regulatory genes was shown to cause diabetes and liver abnormality. Studies regarding
the effects of 1ron regulatory genes on NAFLD and diabetes may lead to the new mechanisms of hepatic

insulin resistance and therapeutic targets. Then, we focused on FDXR that was mitochondrial iron
regulator. We generated and examined liver-specific FDXR overexpression mice and FDXR knockdown
mice, respectively. The results of this study suggest that FDXR suppresses hepatic iron accumulation
in the liver and inhibits gluconeogenesis.
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