jgkolil Akl 200155 : 196- 205 oZ

paabe] T4 AR Awwrd e B ATANE

ATt olsfeha Aoketstina
AA3, =84, 0|92, 44T, 2

= Abstract=

Membranous Glomerulopathy Showing Asymptomatic
Isolated Microscopic Hematuria Only

Se Heui Kim, M.D., Hyun Kyung Roh, M.D., Young- Mock Lee, M.D,, Ji Hong Kim, M.D,,
Pyung- Kil Kim, M.D., Soon Won Hong*, M.D., Hyun Joo Jeong*, M.D.

Departments of Pediatrics and Pathology* The Institute of Kidney Disease,
Yonsei University, College of Medicine, Seoul, Korea

Purpose : Membranous glomerulopathy is a glomerular disease characterized by the presence of
subepithelial immune deposits with thickening of the capillary wall of the glomerulus without
inflammatory change. The pathogenesis of membranous glomerulopathy is still unknown. Its
incidence is higher in males, and it is rarely found in infants and adolescents. Among the clinical
manifestations proteinuria is most common, while edema and hematuria are present. According to
reports from other countries, among few patients diagnosed with membranous glomerulopathy by
renal biopsy, show isolated microscopic hematuria without the clinical manifestations. Little
research in this area has been performed in Korea, and so we conducted retrograde studies on
membranous glomerulopathy associated with isolated microscopic hematuria.

Materials and Methods : We analyzed retrogradely 109 cases of asymptomatic isolated
microscopic hematuria that were diagnosed as membranous glomerulopathy by renal biopsy at
Yonsei University Severance hospital from January, 1992 to July, 2001.

Results : In 87 of the 109 cases patients were over 15 years old while in 22 cases patients
were under 15 at the time of dignosis. Only three patients showed isolated microscopic hematuria
without the clinical manifestations and abnormal laboratory findings and they were all male
patients under 15 years old.

Conclusion : Few cases of the membranous glomerulopathy show only asymptomatic isolated
microscopic hematuria. However, since membranous glomerulopathy can be found in patients who
present with asymptomatic isolated microscopic hematuria only, if adequate indication for renal
biopsy is present, we conclude that renal biopsy must be aggresively pursued in order to find the
underlying disease. (J. Korean Soc Pediatr Nephrol 2001 ;5 : 196-205)
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Table 1. Laboratory findings in 3 membranou
glomerulopathy cases diagnosed by
renal biopsy.
Case 1 Case 2 Case 3
WBC (/mm3 7400 5490 10410
Hb (g/dL)/Het(%) 14.5/423 11.6/343 13.1/40.2
Platelet (/mm3 178000 269000 304000
Protein -
Urinalysis
RBC (/HPF)  10-20 10-20 10-20
BUN/Creatinine (mg/dL) 11.0/0.7 7.0/0.6 8.0/0.7
Protein/Albumin (g/dL) 7.4/46 6.9/4.0 6.6/4.3
AST/ALT (IU/L) 18/14 60/130 26/16
Cholesterol (mg/dL) 123 110 130
PT(%)/PTT (sec) 100/37 79/334 100/38.2
ESR (mm/hr) 5 16 7
CRP (mg/dL) <0.1 <0.1 <0.1
IgG/A/M (mg/dL) 1700/230/141  1380/209/243  1170/151/134
C3/C4 (mg/dL) 107/20 85/30 84/258
ASO (IU/mL) 137 55.5 111
HBsAg/Anti- HBc/Anti-HBs - /+/- +H+H- -l-1+
ANA /Anti- DNA -/- e -/-
Spot urine Calciwn/Creatinine ~ 0.04 0.03 0.03
GFR (mL/min/1.73m2 80.0 103.0 74.7
24hrs urine protein (mg/day) 220 450 72.6
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Fig 1. Light microscopic finding. The glomerular capillary loops are slightly thickened without
mesangial cell proliferation. The thickened capillary loops show spikes and vacuoles (A.
Periodic acid- methenamine silver stain x1000). Ultrastructural finding. The glomerulus

shows irregularly thickened capillary

deposits(B. Original magnification x5,200).
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Fig 2. Light microscopic finding. The glomerular capillary loops are irregularly thickened without
mesangial cell proliferation. The thickened capillary loops show diffuse spikes and vacuoles

(A. Periodic acid- methenamine silver

stain  x 1000).
glomerulus shows diffuse granular IgG deposit along the capillary loops (B.

Immunofluorescence finding. The

IgG x400).

Ultrastructural finding. The glomerulus shows irregularly thickened capillary loops with
frequent and large intramembranous and subepithelial electron dense deposits(C. Original

magnification x3,900).
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Fig 3. Light microscopic finding. The glomerular capillary loops are slightly thickened without
mesangial cell proliferation. The thickened capillary loops show segmental spike formation(A.
Periodic acid- methenamine silver stain x1000). Immunofluorescence finding. The glomerulus
shows diffuse granular IgG deposit along the capillary loops (B. IgG x400). Ultrastructural
finding. The glomerulus shows irregularly thin and thick capillary loops with few small

intramem- branous electron dense deposits(C. Original magnification x5,200).
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