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Henoch-Schénlein purpura nephritis (HSPN) in children :

comparison of the incidence and severity between two 12-year groups

Shunsuke MORIY A, Kikuo IITAKA,
Hiroe KOSHINO, Kaori TOMONAGA, and Noriaki KASAI

Department of Pediatrics, Kitasato University School of Medicine, Kanagawa, Japan

From 1971 to 1982, we treated 286 patients of HSP in Kitasato University Hospital. In these 286
patients, 137 developed purpura nephritis (47.9 %) . During the second 12-year period (from 1985 to 1996),
we treated 34 HSPN patients among 189 HSP patients (18.0 %).

The clinico-pathological evaluations and comparisons in 30 cases from 1971 to 1982 and in 11 cases
from 1985 to 1996 were performed, using the ISKDC grading. The numbers of patients of HSP and the
incidence of HSPN both decreased in the more recent 12-year group. Furthermore, the severity of the
renal histopathological findings decreased in the more recent group as well.

Jpn J Nephrol 2000 ; 42 : 36-40.
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Table 1. Profile of HSPN patients with renal biopsy
from 1971 to 1982

case age at hematuria at
Group sex . . NS outcome
No. presentation presentation
| | M 2 mi — nu after 4Y
2 M 3 mi — nu after 2Y
3 F 5 mi — nu after 2Y
4 F 6 mi — nu after 2Y
5 M 7 mi — nu after 5Y
6 M 7 mi — nuafter6yY
7 M 8 mi — nu after 4Y
8 F 8 mi — nu after 4Y
9 F 8 mi — nu after 5Y
10 M 9 mi — nu after 4Y
I F 9 mi — nu after 4Y
12 F 10 mi — nu after 2Y
13 M 13 mi — proteinuria 9Y
2 14 M 2 mi + nu after 2Y
15 M 2 mi +  nu after 3Y
16 M 4 mi + nu after 3Y
17 M 6 mi + nu after 2Y
18 M 9 mi + nu after 3Y
3 19 M 2 ma — nu after 6 mo
20 M 2 ma — nu after 3Y
21 M 10 ma — nu after 5Y
4 23 M 2 ma + nuafter 2Y
24 M 2 ma + CRF after 3 mo
25 M 2 ma + CRF after 2Y
26 M 5 ma + proteinuria 7Y
22 F 5 ma + CRF after |'Y
21 M 7 ma + nu after 4Y
28 M 7 ma + CRF after 2Y
29 M Il ma + CRF after 2Y
30 M 13 ma + proteinuria 7Y

ma : macrohematuria, mi : microhematuria, NS : nephrotic
syndrome, nu : normal urinalysis, M : month, Y : year

Table 2. Profile of HSPN patients with renal biopsy
from 1985 to 1996

hematuria at

case age at NS outcome

Group No. sex presentation presentation

| | F 4 mi — nu after 5mo
2 M Il mi — nu after 3Y
2 3 M 7 mi + nu after 4Y
4 F 9 mi + nu after 9mo
5 F Il mi +  nu after 3Y
6 M 14 mi + miand pro 10Y
7 F 14 mi + nuafter 2Y
3 8 F 9 ma — nu after 2Y
9 F 13 ma — nu after 3Y
4 10 M 7 ma + miand pro 3Y
I F 9 ma + nu after 2Y

ma : macrohematuria, mi : microhematuria, pro : proteinur-
ia, NS : nephrotic syndrome, nu : normal urinalysis, M :
month, Y : year
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Fig. Pathological changes of two groups
Classified according to the ISKDC grading.
ISKDC : International Study for Kidney Disease in Children
ISKDC grading :
grade |
Il - mesangial proliferation
Il a, focal or
b, diffuse proliferation or sclerosis with <
50% cresents
IV : a, focal or
b, diffuse proliferation or sclerosis with
50-75% cresents
V i a, focal or
b, diffuse proliferation or sclerosis with >
75% cresents
VI : membranoproliferative like lesion
group A 1 1971~1982
group B 1 1985~1996
| I microhematuria and proteinuria

: minimal abnormalities

2 : microhematuria and nephrotic syndrome
3 : macrohematuria and proteinuria
4 : macrohematuria and nephrotic syndrome
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