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Current treatments for diabetic nephropathy

Yutaka NINOMIYA, Masahiro ABE and Masaaki ARAKAWA

Department of Medicine (II), Niigata University School of Medicine
(Director: Prof. Masaaki ARAKAWA)

Pathophysiologic and clinical manifestations of kidney damage are duration related

in diabetic patients. They appear according to a well-described sequence beginning with

glomerular hyperfiltration and reversible proteinuria, progressing through fixed massive

proteinuria (nephrotic syndrome), and ending in renal insufficiency. Over the past decade,
uremia complicating diabetic nephropathy has emerged as the second prevalent cause of

renal failure treated by maintenance hemodialysis.

What makes the high prevalence of

diabetic nephropathy so important is that the outcome of uremia therapy is generally

unsatisfactory as measured by survival rate.

for diabetic nephropathy are described.

In this session, some of current treatments
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