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7A9-o= 124 2 2 Angiotensin—-converting enzyme inhibitors (¢]3} ACEQ)

receptor blocker (]38} ARB)e] ©@=5Q¥H o7 125/75 mmHg A%

s, ACEi £& ARBE o Fofdtol @il 50% o ¥+ e ACEi +
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(3 1) @9z A% [gA AW Zo dAE A

Step Proteinuria (mg/day) Treatment

I <500 No specific treatment; blood pressure target 130/80 mmHg, including
ACEior ARB

I 600 ~ 1000 ACE:i or ARB with blood pressure target of 125/75 mmHg

Iy 50% increase Combined ACEi+ ARB

v 1000 ©]%+ Previous treatment + 6-month steroid

Vi 1000 ©]%+ Previous treatment + cytotoxic drugs

+More than 50% increase in proteinuria over 6-months follow-up

iIn the case of progressively worsening renal function




1

1. Donadio JV, Grande JP : IgA nephropathy. N Engl J Med 347:738-748, 2002

2. D’Amico G: Natural history of idiopathic IgA nephropathy : Role of clinical and histological prognostic
factors. Am J Kidney Dis 36: 227-237,2000

3. Coppo R, D’ Amico G : Factors predicting progression of IgA nephropathies. J Nephrol 18: 503-512, 2005
4. Haas M : Histologic subclassification of IgA nephropathy : A clinicopathologic study of 244 cases. Am J
Kidney Dis 29;829-842, 1997

5. Barratt J, Feehally J: IgA nephropathy. J Am SocNephrol 16:2088-2097, 2005

6. Floege J, Eitner F: Present and future therapy options in IgA-nephropathy. J Nephrol 18:354-361, 2005

7. Barratt J, Fechally J: Treatment of IgA nephropathy. Kidney Int 69:1934-1938, 2006

8. Hwang SJ, Choi SY, Cho SY, Park JY, Jung KH, Moon JY, Lee SH, Lee TW, Ihm CG: Retrospective
comparisons about effects of angiotensin II receptor blocker and or steroid on proteinuria reduction and renal
protectionin IgA nephropathy patients with proteinuria less than 1 g/gCr. Korean J Nephrol 28:579-587, 2009
9.Lv ], Zhang H, Chen Y, Li G, Jiang L, Singh AK, Wang H: Combination therapy of prednisone and ACE
inhibitor versus ACE-inhibitor therapy alone in patients with IgA nephropathy: a randomized controlled trial.

Am J Kidney Dis 53:26-32,2009

[@)]



