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Clinical Manifestation of Diabetic Nephropathy
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Department of Internal Medicine, Dankook University Medical College, ChonAn, Korea
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AEAe) Wy Tx*  GFRs ERPeS] ¥ AFE A
1 A4 + 1 AR - 7 ARAY
2 s + i) GBM=* v]%& - Good 2-3
3 n)A g +~=x T ~N GMB ul¥& -~ risky >7
M. E*
4 ug wun 4FFE - ! G. Cx +~+  poor  15-18
5 DY REE] - I G.Ct + fatal  >%

Tx ! reversability during treatment
GFR: glomerular filteration rate
GBM : glomerular basement membrane
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M. E.: mesangial expansion
G. C: glomerular closure
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Prevalence of renal failure (%)
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