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A Clinicopathological Analysis of 52 Cases of
Renal Biopsy in Children

Jong 1l Yang, M.D. and Jae Ho Lee, M.D."

Department of Pediatrics, Daejeon Sun General Hospital,
Department of Pediatrics’, College of Medicine, Chungnam National University
Daejon, Korea

Purpose : To evaluate the clinical manifestations of various glomerular diseases in children,
a clinicopathological study was performed in 52 children who had renal biopsy. The type and
relative incidence of the glomerular pathologies were analyzed, and the clinical predictability
and usefulness of renal biopsy in glomerular diseases were assessed.

Methods : Medical records of fifty two children with renal disease who had undergone
percutaneous renal biopsy under ultrasonic guidance at Chungnam University Hospial from
October 1995 to August 2003 were reviewed. In addition, we compared the clinical findings
before renal biopsy with the pathological diagnosis.

Results : The male to female ratio was 1.6:1 and they were 9.8+2.6 years old on average.
The chief complaints for biopsy were hematuria in 22 cases which was the most common
(42.3%), proteinuria in 16 cases(30.8%), and hematuria & proteinuria(26.9%). Among the 22
cases of hematuria, there were 15 cases of gross hematuria(68.2%) and 7 cases of micro-
scopic hematuria(31.8%). In terms of histopathologic diagnosis, most of them were primary
glomerular diseases(84.6%), which included IgA nephropathy(28.8%), thin glomerular base-
ment membrane disease(25.0%), focal segmental glomerulosclerosis(FSGS)(11.5%), membra-
nous proliferative glomerulonephritis(7.7%), minimal change lesion(3.8%), acute poststrepto-
coccal glomerulonephritis(3.8%) and membranous glomerulonephritis(3.8%). The clinical mani-
festations and pathologic diagnosis were not correlated.

Conclusion : The clinical manifestations could not predict the pathological diagnosis.
Therefore, renal biopsy would be inevitable in diagnosis of glomerular diseases for effective
management and assessment of prognosis. (J Korean Soc Pediatr Nephrol 2004;8:205-
213)

Key Words : Renal biopsy, Clinicopathological analysis
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Total(%)
9( 17.3)
18( 34.6)
25( 48.1)
52(100.0)

Female
3
7
9
19(36.5)

11
16
33(63.5)

Male

Table 1. Age and Sex Distribution of the 52

Pediatric Patients with Renal Diseases

Total(%)
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Table 2. Initial Chief Complaints of 52 Pediatric
Patients with Renal Diseases

Chief Complaints No. of cases(%)

Proteinuria 16( 30.8)
Hematuria 22( 42.3)
Gross Hematuria 15( 28.8)
Recurrent ( 21.1)
Persistent 4 17
Microscopic Hematuria 7( 13.5)
Recurrent 1 19
Persistent 6( 11.6)
Hematuria and Proteinuria 14( 26.9)
Total 52(100.0)
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Table 3. The Pathologic Findings of Glomerular Diseases according to the WHO-Classification of 52

Pediatric Patients with Renal Diseases

Disease No. of cases(%)
Primary Glomerular Disease 44( 84.6)
IgA nephropathy 15( 28.8)
Thin GBM" disease 13( 25.0)
Focal segmental glomerulosclerosis (11.5)
Membrabous proliferative glomerulonephritis 4 77
Minimal change nephrotic syndrome 2( 3.8)
Acute poststreptococcal glomerulonephritis 2( 3.8
Membranous glomerulonephritis 2( 3.8)
Systemic disease 7( 135)
Henoch-Schénlein nephritis 6( 11.6)
Systemic lupus erythematosus 1C 1.9
Hereditary disease 1C 1.9
Alport syndrome 1C 1.9
Total 52(100.0)

*GBM : Glomerular basement membrane
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Table 4. Histopathologic Findings of 22 Pediatric Patients with Hematuria

Type Histopathologic finding No. of cases(%)
Gross Hematuria 15( 68.2)
Recurrent : 11( 50.0)
IgA nephropathy 5( 22.7)
Diffuse mesangialproliferative GN” 3( 136)
Focal mesangial proliferative GN 20 9.1
Thin GBM disease 4( 18.2)
Henoch-Shonlein nephritis 20 9.1)
Persistent 4( 18.2)
IgA nephropathy 4( 18.2)
Diffuse mesangial proliferative GN 3( 13.6)
Focal mesangial proliferative GN 1( 45)
Microscopic Hematuria 7( 31.8)
Recurrent 1( 45)
Thin GBM disease 1( 45)
Persistent 6( 27.3)
Thin GBM disease 5( 22.7)
IgA nephropathy(Mesangial proliferative GN) 1( 45)
Total 22(100.0)

*GN : Glomerulonephritis

Table 5. Histopathologic Findings of 16 Pediatric Patients with Proteinuria

Histopathologic Findings

No. of cases(%)

Focal segmental glomerulosclerosis 6( 37.5)
Thin glomerular basement membrane disease 3( 18.7)
Minimal change nephrotic syndrome 2( 12.5)
IgA nephropathy(Diffuse mesangial proliferative GN) 2( 125
Acute poststreptococcal glomerulonephritis 2( 12.5)
Membranous glomerulonephritis with HBV associated 1. 6.3
Total 16(100.0)
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Table 6. Histopathologic Findings of 14 Pediatric Patients with Hematuria and Proteinuria

Membranous glomerulonephritis with HBV associated

IgA nephropathy (Diffuse mesangisl proliferative GN)
Diffuse proliferative GN(Lupus nephritis)

IgA nephropathy(Focal mesangial proliferative GN)

Alport syndrome
Membranous proliferative GN with HBV associated

Henoch-Schonlein nephritis
Membranous proliferative glomerulonephritis

Histopathologic Findings

Total
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Table 7. Diagnostic Correlation between the Clinical Impression and the Post-biopsy Diagnosis of 52

Pediatric Patients with Renal Diseases

Clinical Impression

No. of cases(%)

IgA nephropathy 23( 44.2)
Thin GBM disease 10( 19.2)
Diffuse mesangial proliferative GN 8( 15.4)
Focal mesangial proliferative GN 40 77)
FSGS® ' 1 1.9

Nephrotic syndrome(NS) 12( 23.1)

NS with hematuria 4C 77
Membranous proliferative GN 2( 38
Alport syndrome 1¢ 1.9)
IgA nephropathy 1C 19

NS with prednisone resistancy 4 7.7)
FSGS 3( 58
IgA nephropathy 10 1.9

NS with frequent relapse 4C 7.7)
MCNS' 20 38)
FSGS 2( 3.8
Henoch-Shonlein nephritis 6( 11.5)
Mesangial prliferative GN(Henoch-Schonlein nephritis) 6( 11.5)
HBV associated nephritis 3( 5.8)
MGNT with HBV associated 2( 3.8)
Membranous proliferative GN with HBV associated 1 1.9
Acute glomerulonephritis 2( 3.8)
Membranous proliferative GN 1( 1.9
IgA nephropathy 1C 1.9)
Acute poststreptococcal glomerulonephritis 2( 3.8)
Acute poststreptococcal glomerulonephritis 2( 38)
SLE® nephritis 1 19
Diffuse proliferative GN(Lupus nephritis) 1( 19
Others 3( 58
Isolated proteinuria 2( 38)
Thin GBM disease 2( 3.8)
Oligouria unknown origin 1 1.9
Thin GBM disease 1C 1.9

Total 52(100.0)

"FSGS : Focal segmental glomerulosclerosis, TMCNS : Minimal change nephrotic syndrome
TMGN : Membranous glomerulonephritis, SSLE: Systemic lupus nephritis
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