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Identification of myokines that suppress the onset and progression of diabetic
nephropathy and elucidation of its mechanisms
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We aimed to clarify the renoprotective effect of exercise, particularly
against diabetes-induced tubulointerstitial damage, and its molecular mechanism. In this study, we
found that the exercise showed the improvement effects for inflammation, oxidative stress,
mitochondrial abnormalities and tubulointerstitial fibrosis, in the kidney of type 2
diabetes/obesity rats. We are also analyzing whether changes in myokine secretion and energy
metabolism in skeletal muscle are involved In maintaining mitochondrial homeostasis in the Kidney
and skeletal muscle.
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