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Involvement of glycolytic metabolite in pathogenic mechanism of diabetes:
verification of new model of insulin-resistance development
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It is pointed out that the methylglyoxal, a metabolite derived from glycolysis,
is involved in diabetes, although the correlation between pathogenic mechanism of diabetes and
methylglyoxal is unclear. The phosphorylation at Ser/Thr residues of IRS-1 (insulin receptor substrate)
is one of the causes of insulin resistance. In this study, | found that the phosphorylation of IRS-1 is

enhanced following treatment with methylglyoxal in adipocytes, and the pretreatment with methylglyoxal
attenuates the activation of insulin signaling pathway.
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