gigh#sts] A 0 A 707 A5 & 2006

ol st G 5t-Hglel

i
ok

ELE

2l

Treatment of chronic kidney disease
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Department of Internal Medicine, Chonnam National University Hospital, Guwangju, Korea
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- Stage 1: Kidney damage with normal or increased
GFR, GFR > 90 mlL/min/1.73m’

- Stage 2! Kidney damage with mild decreased
GFR, GFR: 60 89 mL/min/1.73m’

- Stage 3: Moderately decreased GFR, GFR: 30 59

ml/min/1.73m’

- Stage 4: Severely decreased GFR, GFR: 15 - 29
ml/min/1.73m’

- Stage 5: Kidney failure, GFR < 15 mL/min/1.73m’
(or dialysis)
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