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IgA nephropathy over 40 years

Chun Gyoo Thm, M.D.

Department of Internal Medicine, Kyung Hee University School of Medicine, Seoul, Korea

IgA nephropathy is characterized by the predominant deposition of IgA in a granular fashion diffusely in the mesangial zones of
glomeruli. IgA nephropathy was first described over four decades ago and is now the most common form of primary glomerular

disease. Much progress has been made in the elucidation of potential pathogenetic mechanisms such as undergalactosylated IgA1 as

well as in the fields of clinical features, prognosis, and treatment. This knowledge is being applied in the development of new diag-

nostic methods and hopefully in the future the creation of novel and rational therapeutic approaches. (Korean J Med 77:435-443,

2009)
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Figure 1. Underlying diseases and age distribution of dialysis
patients. DM, diabetes mellitus; HT, hypertension; GN, glo-
merulonephritis.
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Figure 2. Serum levels of IgG specific for Gal-deficient IgA1 are
elevated in patients with IgAN (Ref. 32). (A) Gal-deficient I[gAl
(Ale) placed in 96-well plates was incubated with serum IgG
from IgAN patients and controls. (B) Serum IgG from IgAN pa-
tients has significantly higher reactivity to Gal-deficient IgA1l
compared with that from controls.
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Table 1. Pathogenesis of IgA nephropathy

1. Polymeric IgA1 overproduction
2. Aberrant mucosal immunity

3. Undergalactosylated IgAl

4. Bone marrow stem cell disorder

5. 1gA1 deposition and mesangial injury
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Table 2. Clinical features and laboratory findings of IgA nephr-
opathy

1. Recurrent macroscopic hematuria or asymptomatic hematuria
2. Slowly progressive: End-stage renal disease 1~2%/year

3. Prognostic factors: Reduced GFR, Proteinuria >1 g/day, Hy-
pertension

4. Strict follow-up management is needed even if a patient’s ini-
tial clinical findings are comparatively mild.

5. Serum levels of IgG specific for Gal-deficient IgAl: diag-
nostic?
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Table 3. Treatment recommendations in IgA nephropathy

1. Proteinuria >0.5 g/day and Normal GFR
ACE inhibitor or ARB, Target BP <125/75 mmHg

2. Poor prognosis & Proteinuria >0.5 (1.0 g)/day with the above
treatment

1) Serum creatinine <1.5 mg/dL
6 months of high-dose steroid
2) Progressive renal failure

Steroid and cytotoxic drugs
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