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Abstract

Department nephropathy is one of the major complications of diabetes, and is the most common
cause of end-stage kidney disease in Japan. In addition, the patients with diabetic nephropathy frequently
develop the cardio-vascular diseases. Given its critical impact on systemic diseases, the multifactorial
interventions by endocrinologists, cardiologists and nephrologists are required for treating diabetic
nephropathy, especially blood pressure and blood glucose control are essential for preventing the
kidney disease progression as well as cardio-vascular complications. Recently several classes of
antihyperglycemic drugs have been introduced into the clinical practice. Large scale clinical trial using
these drugs, especially sodium-glucose transporter 2 inhibitor, exhibited the significant clinical benefit for
preventing the progression of diabetic kidney disease and cardiovascular diseases.
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