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Figure 1. Major causes of end-stage renal disease in
Korea
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Table 1. Prevalence of renal replacement therapy in Korea

Year 11D PD Transplantation Total
1986 1,335(32.6) 578(13.9) 621(15.1) 2,534(61.7)
1990 4,311(101.8) 1,130(26.7) 1,866(44.1) 7.307(172.6)
1994 7,387(162.7) 2,284(50.3) 4,116(90.6) 13,787(303.6)
1998 13473(285.6) 3,912(82.9) 6,515(138.1) 23,900(506.7)
2001 17,568(363.8) 5,389(113.7) 7,957(164.8) 31,014(642.3)

( ): Number of patients per million population

Table 2. Causes of endstage renal disease of new patients in Korea

Percent(%)

Cause

1992 1994 1996 1998 2000 2001
Diabetic nephropathy 195 26.1 30.8 389 40.7 415
Chronic glomerulonephritis 253 25.5 21.6 17.9 14.0 13.4
Hypertensive nephrosclerosis 154 20.8 183 17.8 166 15.4
Others 11.2 938 13.4 8.8 85 9.9
Unknown 28.6 17.8 15.9 166 20.2 19.8
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Table 3. Predictors of nephropathy in patients with
non-insulin dependent diabetes mellitus

Family history of nephropathy

TFamily history of cardiovascular disease
Uncontrolled hyperglycemia

Parental hypertension

Smoking

Microangiopathy

Macroangiopathy
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Table 4. Findings suggestive of non-diabetic renal
disease in patients with type 2 diabetes mellitus

Proteinuria without diabetic nephropathy
Overt nephropathy with NIDDM in 5 years
Renal failure without significant proteinuria
Sudden onset of nephrotic syndrome

Rapid decline of GFR

Persistant gross and microscopic hematuria
RBC casts in urine
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Table 5. Potential new treatment modalities in
preventing and treating diabetic nephropathy

Advanced glycation end-product inhibition
Protein kinase C inhibition

Growth hormone receptor antagonism
Antioxidant therapy

Glycosaminoglycan therapy
Cyclooxygenase 2 inhibition
Thiazolidiedione therapy

Vasopressin receptor blockade
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