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Elucidation of molecular mechanisms of metabolic disorder caused by excessive
intake of fructose
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This research investigated that the function of Aldolase B, has an important

role in fructose metabolism, using Aldolase B KO mice to elucidate of molecular mechanisms of
metabolic disorder caused by excessive intake of fructose.
Oxidative stress, is occurred by the metabolic disorder of fructose caused by excessive intake of
fructose, which become a cause of metabolic disorders such as liver disorder and hypoglycemia.
Additionally, KO mice increased the expression of target genes of ChREBP such as lipid
synthesis-related genes. Furthermore, oxidative stress caused by fructose metabolic disorders could
be improved by treatment with antioxidants. These results suggested that antioxidants may become an
effective tool for treatment and or care of metabolic disorders such as metabolic syndrome.
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