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Table 2. Classification and prevalence of glomerulonephritis
inchildren with asymptomatic urinary abnormalities

Glomerulonephritis No. of cases (%)

Primary glomerulonephritis 95(70.9)
IgA nephropathy 36(26.9)
Minimal lesion 23(17.2)
Thin GBM disease 17(12.7)
MesPGN 3(2.2)
MPGN 3(2.2)
Nonspecific GN 13(9.7)

Secondary glomerulonephritis 39(29.1)
HSPN 24(17.9)
HBGN 8(6.0)
PSAGN 4(3.0)
Alport 2(1.5)
Fibrillary 1(0.7)
Total 134 (100)

Thin GBM disease: Thin glomerular basement mem-
brane disease

MesPGN: Mesangial proliferative glomerulonehritis
MPGN: Membranoproliferative glomerulonephritis
HBGN: Hepatitis B associated glomerulonephritis
HSPN: Henoch-Schonlein purpura nephritis

PSAGN: Poststreptococcal glomerulonephritis

Alport: Alport syndrome

Fibrillary: Fibrillary glomerulonephritis

2o ulEe ¥ 33 2k Fel| M B ule} o] 95
o] gho} Foll A Yok T FA)o) FuhstAd
Fo] 557, S Yu o] 374 2T G DnF
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M IgA A1F0] 49.1% 3% 7h4 wotod dgeg
Ay -E Hel #$-7} 25.5%, thin GBM disease
12.7%, S AHA)& 244 Algdsh 534 Alg o 22t
1.8%4 & A3t &= 7ol A& thinGBM

Table 1. Clinical syndromes of glomerulonephritis in children

NS AGN Asymptomatic RPGN CRF Total
Primary 109 10 95 1 2 200
Secondary 18 34 39 1 1 110
Total 127(41.0) 44(14.2) 134(43.2) 2(0.6) 3(1.0) 310(100)

NS: Nephrotic syndrome
Asymptomatic: Asymptomatic urinary abnormalities
CREF: Chronic renal failure

AGN: Acute glomerulonephritis
RPGN: Rapidly progressive glomerulonephritis
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Table 3. Relationship between primary glomerulone-phritis and asymptomatic urinary abnormalities in children

Gl - Hematuria+proteinuria Hematuria Proteinuria
omerulonephritis
M F M F M

IgA nephropathy : 14 13 8 1 0 0 36(37.9)
Minimal lesion 7 7 2 4 2 1 23(24.2)
Thin GBM disease 2 5 3 7 0 0 17 (17.9)
MesPGN 1 0 1 1. 0 0 3(3.2)
MPGN 1 0 1 1 0 0 3(3.2)
Nonspecific GN 3 2 4 4 0 0 13 (13.6)
Total 28 27 19 18 2 1 95 (100)

Thin GBM disease: Thin glomerular basement membrane disease

MesPGN: Mesangial proliferative glomerulonehritis
Nonspecific GN: Nonspecific glomerulonephritis

MPGN: Membranoproliferative glomerulonephritis

Table 4. Relationship between secondary glomerulonephritis and asymptomatic urinary anbnormalities in children

.. Hematuria+proteinuria Hematuria Proteinuria

Glomerulonephritis -

M F M F M F
HSPN 8 7 6 3 0 0 24(61.5)
HBGN 4 1 1 1 1 0 8(20.5)
PSAGN 2 1 1 0 0 0 4(10.3)
Alport 1 0 1 0 0 0 2(5.1)
Fibrillary 0 0 0 1 0 0 1(2.6)
Total 15 9 9 5 1 0 39(100)

HBGN: Hepatitis B associated glomerulonephritis
PSAGN: Poststreptococcal glomerulonephritis
Fibrillary: Fibrillary glomerulonephritis

HSPN: Henoch-Schonlein purpura nephritis
Alport: Alport syndrome
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Table 5. Classification and prevalence of glomerulonephritis
in children with proteinuria with hematuria

Table 6. Classification and prevalence of glomerulonephritis
in children with isolated hematuria

Glomerulonephritis No. of cases (%) Glomerulonephritis No. of cases (%)
Primary glomerulonephritis 55(69.9) Primary glomerulonephritis 37(72.5)
Ig A nephropathy 27 (34.6) IgA nephropathy 9(17.6)
Minimal lesion 14(17.7) Minimal lesion 6(11.8)
Thin GBM disease 7(8.9) Thin GBM disease 10(19.6)
MesPGN 1(1.2) MesPGN 2(3.9)
MPGN 1(1.2) MPGN 2(3.9)
Nonspecific GN 5(6.3) Nonspecific GN 8(15.7)
Secondary glomerulonephritis 24(30.1) Secondary glomerulonephritis 14(21.5)
HSPN 15(19.0) HSPN 9(17.6)
HBGN 5(6.3) HBGN 2(3.9)
PSAGN 3(3.6) PSAGN 1(2.0)
Alport 1(1.2) Alport 12.0)
Total 79(100) Fibrillary 1(2.0)
Total 51(100)

Thin GBM disease: Thin glomerular basement membrane
disease

MesPGN: Mesangial proliferative glomerulonehritis
MPGN: Membranoproliferative glomerulonephritis
HBGN: Hepatitis B associated glomerulonephritis

HSPN: Henoch-Schonlein purpura nephritis

PSAGN: Poststreptococcal glomerulonephritis

Alport: Alport syndrome

Fibrillary: Fibrillary glomerulonephritis
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Thin GBM disease: Thin glomerular basernent membrane disease
MesPGN: Mesangial proliferative glomerulonehritis
MPGN: Membranoproliferative glomerulonephritis
HBGN: Hepatitis B associated glomerulonephritis
HSPN: Henoch-Schonlein purpura nephritis

PSAGN: Poststreptococcal glomerulonephritis

Alport: Alport syndrome

Fibrillary: Fibrillary glomerulonephritis
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=Abstract=

Clinicopathological Analysis of Glomerulonephritis with Asymptomatic Urinary
Abnormalities in Children

Ick Ho Sung, Hye Kyoung Yoon*, Woo Yeong Chung.

Department of Pediatrics and Department of Pathology*,
Inje University, College of Medicine, Pusan Paik Hospital, Pusan, Korea

Purpose : To evaluate the prevalence and clinical manifestations of various glomerulonephritis(GN) in children with
asymptomatic urinary abnormalities, a clinicopathological analysis of 134 biopsied cases which were subdivided into 3
groups of proteinuria with hematuria, isolated hematuria and isolated proteinuria was done.

Methods : We conducted retrospective study with review of histopathologic findings and clinical manifestations of
the 134 cases with asymptomatic urinary abnormalities diagnosed by percutaneous renal biopsy which were done between
January 1986 and December 1996 at department of pediatrics, Pusan Paik hospital. :

Results :

1) The proportion of children with asymptomatic urinary abnormalities was 43.2% of all biosied cases.

2) Among these, primary GN were 95 cases and secondary GN were 39 cases, it's ratio was 2.44:1. As a whole, the most
common pathologic diagnosis was IgA nephropathy(IgAN, 26.9%), which was followed by Henoch-Schonlein purpura
nephritis(HSPN, 17.9%), minimal change lesion(MC, 17.2%), thin GBM disease(12.7%), Hepatitis B associated
glomerulonephritisCcHBGN, 6.0%), poststreptococcal glomerulonephritis(PSAGN, 3.0%), mesangial proliferative
glomerulonephritistMesPGN, 2.2%), membranoproliferative glomerulonephritis(MPGN, 2.2%), Alport syndrome(1.5%)
and Fibrillary nephritis(0.7%).

3) In proteinuria with hematuria, the most common pathologic diagnosis was IgAN(34.6%), which was followed by
HSPN(19%), MC(17.7%), thin GBM disease(8.9%), HBGN(6.3%), PSAGN(3.6%), MesPGN(1.2%), MPGN(1.2%).and
Alport syndrome(1.2%).

4) Major causes of isolated hematuria were thin GBM disease(19.6%), IgAN(17.6%), HSPN(17.6%), MC(11.8%).

5) Isolated proteinuria was due to of 3 cases of MC and 1 case of HBGN.

Conclusion : The prevalence of glomerulonephritis with asymptomatic urinary abnormalities in children were 43.2%
of all biopsed cases. When these children were subdivided into 3 groups, proteinuria with hematuria was accounted
58.9%(79 cases) and then isolated hematuria was 38.1%(51 cases), isolated proteinuria was only 3%(4 cases) respective-
ly. The most common pathologic diagnosis was IgA nephropathy in patient with proteinuria and hematuria, and thin GBM
disease in patient with isolated hematuria.

Key Words: Asymptomatic urinary abnormalities, Clinicopathological analysis, Glomerulonephritis, Renal biopsy,
Children
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