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Abstract

The number of patients with dialysis due to diabetic nephropathy is increasing, and diabetes is the
most common origin of newly dialysis patients. Diabetic nephropathy is caused by high glucose mediated
various factors such as activation of polyol pathway and hexosamine pathway, increase of oxidative stress,
accumulation of AGEs, activation of protein kinase C and rennin-angiotensin system, change of renal
circulation, and genetic factors. Recently, intensive therapies, including strict control of blood glucose and
blood pressure, restriction of protein intake and lipid control, have been reported to induce not only
protection of development and progression of diabetic nephropathy but also remission of diabetic
nephropathy. Blood pressure variabilities, androgen, uric acid and serotonin are associated with diabetic
nephropathy. Future targets of therapy of diabetic nephropathy include AGEs, oxidative stress, PKC,
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inflammation and fibrosis. Life style instructions, including diet and exercise, by doctors, nurses and
nutritionists will lead to protect progression of diabetic nephropathy.
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