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Table 2. Age and sex distribution of 60 children with
IgA nephropathy

Age (yrs) Male Female Total (%)
1-5 1 3 4(6.7)
6-10 23 7 30 (50.0)
11-15 21 5 26 (43.3)

Total (%) 45 (75.0) 15(25.0) 60 (100.0)

Table 1. Haas' histologic subclasses of IgA nephropathy : definitions

Subclass [
Minimal histologic lesion

The glomeruli show no more than a minimal increase in mesangial cellularity, without segmental

sclerosis or crescents
Subclass II
Focal-segmental glomerulosclerosis-like

The glomeruli show focal and segmental sclerosis in a pattern resembling primary focal-segmental
glomerulosclerosis, with at most a minimal increase in mesangial cellularity, and no crescents.

Subclass III
Focal proliferative GN

Fifty percent or fewer of the glomeruli are hypercellular. The increase in cellularity may be limited to
mesangial areas, or there may be obstruction of glomerular capillaries by proliferated endocapillary

cells. Cresents may be present.

While the great majority of subclass III lesions show segmental

glomerular hypercellularity, this is not a requisite for assigning a biopsy specimen to this subclass.

Subclass IV
Diffuse proliferative GN

More than 50% of the glomeruli are hypercellular. As with subclass III, the hypercellularity may be
segmental or global, and crescents may be present.

Subclass V
Advanced chronic GN

Forty percent or more of the glomeruli are globally sclerotic, and/or there is > 40% tubular atrophy or
loss in the cortex as estimated from periodic acid-Schiff-stained sections. If these features are present,
the biopsy specimen is assigned to subclass V regardless of other histologic features.
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Table 4. Age, sex and serum IgA level according to
the degree of proteinuria in IgA nephropathy

Proteinuria Mild - Moderate Heavy
Bo3gich Zoteld ASE (Cer) 2 108448 (n=31) (n=14)
ml/min/1.73m?, T4/T8 ratiox= 1.3+0.8, A I[gAX
T 224478 mg/dLY T, B TgAX7} Aol Wlste] i~ ((YMTISI;) 105532 107223
X
O
37H At 609 F 179 (283%)% o7 subclass IgA level (mg/dL) ~ 243+78 187451
o W Aol Asleh xS HFel wE 4, IgA, elevated 11 2
AE R 8A [gAX9] oy WA 4 YU
(Table 4). Values are expressed as mean+SD.
Table 3. Clinical and laboratory data according to Haas™ subclassification
Subclass I I | I )4 Total
(n=10) (n=0) (n=36) (n=12) (n=2) (n=60)
Age at onset (yrs) 114 + 20 - 100 £ 32 106 £ 19 103 £ 27 104 + 28
Sex (M /F) 9/1 - 2511 9/3 2/0 45/15
Dura. of disease (mos) 97 £114 55 £ 62 29 £ 24 05 £+ 05 55 &£ 7.1
Hematuria (G/M) 82 23/13 1n 171 43/17
Hypertension - - 1 - 1 2
Hb (g/dL) 127 £ 12 - 127 £ 10 127 £+ 08 127 £ 06 127 £ 10
BUN (mg/dL) 13+ 4 - 4 = 9 4 £ 5 21 £ 10 4 £ 8
BUN> 25mg/dL - 2 - 1 3
Scr (mg/dL) 07 = 02 - 07 £ 05 06 £+ 02 09 03 07 £ 04
Scr> 1.5mg/dL - - 2 - - 2
Protein (g/dL) 7.1 = 10 - 69 + 08 63 = L1 45+ 11 68 £ 10
Albumin (g/dL) 41 = 03 - 40 = 05 33 £ 09 21 £ 03 38 £ 07
Proteinuria (mg/m*day) 203 + 152 - 522 + 51 1338 + 1031 4500 £ 1500 903 1181
Ccr (ml/min/1.73m?) 108 £ 42 - 108 + 48 110 =+ 353 8 + 31 108 = 48
T4/T8 ratio 1.3 = 03 - 1.3 = 07 1.3 = 07 51 £ 03 1.3 £ 08
1gA level (mg/dL) 249 =+ 77 224 = 79 216 £ 72 147 % 9 224 + 78
IgA, elevated 4 - 10 3 - 17

Values are expressed as mean+ SD.
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Table 5. Outcome of children with IgA nephropathy

Follow-up (yrs) 0 1-2 3-4

Normal urinalysis - 6(14.0) 13(37.D)
Hematuria only 15(25.0) 8(18.6) 4(11.4)
Proteinuria (1-2+) 31 (51.7) 24(55.8) 13(37.1)
Proteinuria (heavy) 14 (23.3) 5(11.6) 2(5.7)
Renal failure - - 3(86)

Total 60 (100.0) 43 (100.0) 35 (100.0)

*Parenthesis indicates percentages.

Table 6. Outcome of patients according to Haas' subclassification

Subclass I m N A%
Follow-up (yrs) 0 1-2 34 0 1-2 34 0 12 34 0 12 34
~ Normal urinalysis -1 2 - 4 7 - 1 3 - - 1
Hematuria only 6 3 1 9 4 2 - -1 - 1 -
Proteinuria (1-2+) 4 3 3 21 15 8 6 6 2 - - -
Proteinuria (heavy) - - - 6 2 2 6 2 1 2 1 -
Renal failure - - - - 1 - -1 - -1
Total 10 7 6 36 25 20 12 9 8 2 2 2
Table 7. The data of 3 children with progressive deterioration of renal function on follow-up
case 1 case 2 case 3 Total
Age (yrs) 8.3 133 12.9 115 £ 23
Sex (M/F) M F M 211
Hb (g/dL) 12.5 13.9 13.2 132 £ 06
BUN (mg/dL) 19 15 30 21 = 6
Cr (mg/dL) 0.9 0.7 1.1 09 = 02
Protein (g/dL) 7.5 4.4 34 5.1 + 17
Albumin (g/dL) 39 23 1.8 27 £ 09
Hematuria (GH/MH) GH GH MH 2/1
Proteinuria (mg/m?*day) 70 1700 6000 2590 =+ 2501
Cer (ml/min/1.73m?) - - 58 -
Hypertension - - + 1
IgA level (mg/dL) 296 105 . 156 186 = 81
T4/T8 ratio 0.5 14 4.8 22+ 19
Pathology )
Subclass NI I\ "V -
Crescent - - + 1/3
Tubulointerstitial + + + 3/3

infiltration & fibrosis
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= Abstract =

Clinical Course of IgA Nephropathy in Children

In Hee Hong, Jun Hwa Lee, Cheol Woo Go, Ja Hoon Koo, Jung Sik Kwak.*

Department of Pediatrics and Pathology*, Kyungpook National University School of Medicine, Taegu, Korea

Purpose : Present study was undertaken to find out significance of clinical presentation, initial lJaboratory data
and renal biopsy findings on subsequent clinical course of IgA nephropathy in children.

Methods : Clinical and laboratory data were analysed retrospectively from 60 children who have been
admitted to the Pediatric Department of Kyungpook National University Hospital for the past 11 years and
diagnosed as IgA nephropathy. Renal biopsy findings were graded according to the pathologic subclass proposed
by Haas.

Results : Pathologic grading according to Haas subclassification showed 10 cases in subclass I, 36 in I, 12 in
IV and 2 in V and none in subclass II. Sex distribution showed male predominance (male to female ratio =3 : 1)
and mean age at onset of disease was 10.4+2.8 years. Episodes of gross hematuria was seen in 71.7% and IgA
level increased in 28.3% of children and these were not associated with pathologic grading nor clinical outcomes.
With increasing subclass grading, serum protein and albumin decreased and 24 hours urinary protein excretion
increased. Normalization of urinalysis (disappearance of hematuria) was seen in 14% at 1-2 years and 37.1% at 3-
4 years of follow up period. In 3 cases, renal function deteriorated progressively and they belonged one each to
the Haas subclass III, IV and V.

Conclusion : In children with IgA nephropathy, progression to chronic renal failure appears to be quite high
and pathologic grading according to Haas' subclassification seems to predict patient's outcome faily well.
However, firm conclusion cannot be drawn from present study due to the small numbers of patients and short
follow-up period. Therefore further multicenter study involving larger numbers of patients and longer periods of
follow-up over 10 years was to be undertaken.

Key words : IgA nephropathy, Recurrent gross hematuria, Chronic renal failure

160



