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Table 1. Clinical findings of thin glomerular basement membrane disease in children

Case Sex Agey)  Omsat(yr)  Chief Complaint FH Follow UpGr)  Result
1 M 11 10.2 MH - 1.3 persist
2 M 1.1 10.7 MH + 42 persist
3 F 112 99 MH - 22 persist
4 F 113 89 MH - 32 persist
5 F 9.7 94 MH - 36 persist
6 F 115 10.8 MH - 35 persist
7 F 113 6.0 MH - 45 persist
8 F 93 38 MH + 55 persist
9 F 114 104 GH - 23 persist
10 M 114 10.9 MH - 34 persist
i1 F 93 89 MH - 33 persist
12 F 85 33 GH + 10.1 persist
13 F 102 9.9 MH - 43 persist

Proteinuria disappear
14 M 9.8 63 MH - 0.7 persist
15 F 10.8 10.6 MH - 3.0 persist
16 F 163 15.8 MH - 24 persist
17 F 4.7 46 MH - 6.5 persist
18 F 12.0 11.2 MH + 40 persist
19 F 13.7 11.8 MH + 1.9 persist
20 M 11.8 9.0 MH + 20 persist
21 M 149 14.2 MH - 35 persist
22 F 10.5 3.0 GH - 7.1 persist
23 M 117 114 MH - 28 persist
24 M 15 14.3 MH + 42 persist
25 F 10.1 8.8 MH - 3.7 persist
26 F 10.7 104 MH + 30 persist

FH : family history
MH : microscopic hematuria
GH : gross hematuria
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Table 2. Pathological findings of thin glomerular basement membrane disease in children

Case M IF GBM thicknes(nm)
1 - - 186.5
2 - - 164.0
3 focal fibrosis, mild tubular atrophy - 119.5
4 - - 116.5
5 - - 113.5
6 focal mesangial expansion IeMt, G+ 170.0
7 - - 2215
8 focal fibrosis, pericapsular atrophy global sderosis(1/7) IgM+, C3, fib+ 1105
9 - - 220.0
10 focal mesangial proliferation - 152.5
11 - - 176.0
12 global sderosis(1/8) - 200.0
13 - - 190.0
14 - - 190.5
15 - - 2295
16 - - 183.0
17 - - 204.5
18 - - 178.0
19 focal mesangial proliferation IgM+, (3t 196.0
20 focal mesangial proliferation - 2135
21 - - 208.0
22 focal mesangjal proliferation IgM#, fibt 2255
23 focal mesangial proliferation IgM#, fib+ 146.0
24 focal mesangial expansion - 194.0
25 - - 178.5
2 ; TgM= 2175

IM : light microscope

IF : immunoflucrescent microscope
GBM : glomerular basement membrane
fib : fibrinogen
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= Abstract=

(linical and Pathologic Analysis of Thin Glomerular Basement
Membrane Disease in Children

Myoung Jin Ko, Tae Jin Yang, Young Ju Kim* Woo Yeong Chung
Deguartmant o Pediatric and Pathdagy * Inje Univasity Cdlege  Medidne Pusan Paik Hopital, Pusan, Koar

Purpose : Clinical manifestations and pathologic findings of thin glomerular basement membrane disease,
recognized as a common underlying discase of benign, familiar and asymptomatic hematuria has not been reported
systemically in Korea. We analyzed clinical and pathologic findings of patients who were diagnosed as thin
glomerular basement membrane disease.

Methods : We analyzed clinical and pathologic findings of twenty-six patients who were diagnosed as thin
glomerular basement membrane disease by renal biopsy among who complained asymptomatic hematuria from
1990 to 2000.

Results : The subjects were aged 9.4+3.2 (3.0-15.8) years-old at onset of hematuria, and 11.1%+2.2 (4.7-16.3)
years-old at renal biopsy. Sexual discrepancy was more common in girls (eight boys and eighteen girls). A family
history of hematuria was found in 8 patients(30.7%). Major clinical manifestation on admission was microscopic
hematuria according to the findings of 3cases(11.5%) of gross hematuria, 23cases(88.5%9) of microscopic
hematuria, and 1case(3.8%) of proteinuria. Microscopic hematuria persisted in all cases. Kidney biopsy showed few
changes by light microscopy, but IgM, C3 and fibrinogen deposit in mesangium was found by immunofluorescent
microscopy in a few cases. Electron microscopic findings have revealed thinning of the glomerular basement
membrane varied from 180.9£35.8nm.

Conclusion : Thin glomerular basement membrane disease might be a common cause of microscopic hematuria
of children and family history was revealed in about 30%. Clinical progression was good in majorities.

(J. Korean Soc Pediatr Nephrol 5: 1- 8, 2001)

Key Words : Thin glomerular basement membrane disease, Microscopic hematuria, Clinical and pathologic findings,
Children



