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[ Abstract)

portant roles in the pathogenesis of microalbuminuria caused by diabetic kidney disease (DKD). Poor blood

Recent studies have shown that abnormal function and structure of renal tubules play im-

glucose control is known to be an important risk factor of the occurrence of microalbuminuria in diabetic pa-

tients. Renal tubular dysfunction induced by acute hyperglycemia may be one of the potential pathogenesis of
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microalbuminuria in early-stage diabetes.
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