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The increasing prevalence of obesity-related kidney disease and diabetic
nephropathy due to the increasing number of obese patients Is one of the most pressing issues in
Japan that must be resolved. In this study, we investigated the physiological role of
0-GIcNAcylation, one of the post-translational modifications of proteins, in the kidney and whether
its regulation could be a new therapeutic target for kidney disease. The results revealed that the
0-GIcNAcylation is essential for ATP production via fatty acid burning during fasting in renal
proximal tubular cells, and that its abnormalities contribute to the pathogenesis of renal injury in

obesity and diabetic conditions.
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