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A Clinicopathological Study on the Prognosis of
IgA Nephropathy in Children

Jae Hun Kwon, M.D., Eun Na Choi, M.D., Jee Min Park, M.D.
Jae Seung Lee, M.D. and Hyeun Joo Jeung, M.D."

Department of Pediatrics and Pathology’, Yonsei University
College of Medicine, Seoul, Korea

Purpose : This study was performed to determine the natural history of histologically con-
firmed IgA nephropathy in pediatric patients who presented with hematuria and proteinuria.
Patients and Methods : We reviewed the clinical course of 57 patients diagnosed with IgA
nephropathy at the age of 15 years or younger from 1981 to 2000. All patients presented
with hematuria or minimal proteinuria(<40 mg/m?/day) and had normal renal function and
blood pressure at the time of renal biopsy. Based on the clinical and pathological findings at
the time of diagnosis, we sought for complications of IgA nephropathy such as heavy pro-
teinuria( =40 mg/m?/day), hypertension, and chronic renal failure.

Results : The mean age at presentation was 9.5£2.8 years(4 to 15 years) and 42(74%) were
male. Isolated gross hematuria was observed in 20 patients(35%), microscopic hematuria in
3(5%), minimal proteinuria in 4(7%), both gross hematuria and minimal proteinuria in 15(26
%), and both microscopic hematuria and minimal proteinuria in 15(26%). During a median
follow-up of 7.0%35 years, 38(67%) had complete resolution of hematuria and proteinuria,
12(21%) had persistently abnormal urinalysis without development of adverse events. Only
7(12%) developed adverse events:4(7%) developed severe proteinuria, 1(2%) became hyper-
tensive, and 2(3%) developed impaired renal function. By univariate analysis using the chi-
square test, the age at presentation(>10 years)(P<0.01) and poor histological classes of the
Lee or Haas classification at onset(P<0.05) were significantly correlated with adverse events,
whereas sex and clinical signs at onset were less concordant.

Conclusion : We can conclude that the prognosis of IgA nephropathy diagnosed in early
childhood is better and a good correlation exists between the clinical manifestations of this
disease and the histological classes. (J Korean Soc Pediatr Nephrol 2003;7:23-29)

Key Words : IgA nephropathy, Adverse events, Prognosis
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Table 1. Clinical Characteristics by Histologic Classification of Renal Lesion

Class
Total
1 II 11 v \
Sex M 13 13 10 4 2 42(74%)
F 3 6 2 4 0 15(26%6)
Age <10 8 13 9 5 0 35(61%)
at diagnosis =10 8 6 3 3 2 22(39%)
Mean £SD 96+34 93+£29 91%+24 91*22 135*+07 95+28
Clinical @ Isolated gross 11 7 2 0 0 20(359%)
manifestation hematuria
at diagnosis @ Isolated microscopic 2 1 0 0 0 3( 5%)
hematuria
@ Minimal proteinuria 1 0 2 1 0 4( 7%)
@ O+d 1 4 5 3 2 15(26%)
® 2+0® 1 7 3 4 0 15(26%)
Serum IgA Mean *SD 226192 242197 235x77 19245 284106 23085
(mg/dL)
F/U" duration Mean*SD 88*49 63*+21 66+£30 63*31 55t07 7.0*+35
(years)
Final outcome Complete resolution 13 12 8 5 0 38(67%)
No clinical change 2 6 2 1 1 12(21%)
Severe proteinuria 0 0 2 1 1 4( 7%)
Hypertension 0 1 0 0 0 1( 2%)
ESRD' 1 0 1 0 0 2( 3%)

F/U : follow up, "ESRD : end stage renal disease
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Table 2. Clinical Characteristics at the Time of Presentation, by the Subsequent Development of Ad-

verse Events

Adverse event

P-value'
No(n=50) Yes(n=7) .
Sex NS*
M 38(67%) 4 7%)
F 12(21%) 3( 5%)
Age 0.006
<10 34(60%) 1( 2%)
=10 16(28%) 6(10%)
Class 0.04
I 15(26%) 1( 2%)
I 18(32%) 1( 2%)
I 10(16%) 2( 4%)
v 6(10%) 2( 4%)
\Y% 1( 2%) 1( 2%)
Clinical manifestation . NS
at diagnosis (D Isolated gross hematuria 19(33%) 1( 2%)
® Isolated microscopic hematuria 2( 4%) 1( 2%)
® Minimal proteinuria 4( 7%) 0( 0%)
@ D+ 12(21%) 3( 5%)
® 2+ 13(23%) 2( 4%)
Serum IgA(mg/dL) NS
Mean=*SD 22234 29272
F/U' duration(years)
Mean*SD 92128 11.7+1.3

*NS :not significant, "F/U : follow up
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Table 3. Comparison of Renal Histologic Classi-

fication between the Initial and the Follow up

I
Class 13} II Zeo] zA3+4 Biopsy(n=7)
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