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A Case of Type II Membranoproliferative Glomerulonephritis
Detected by School Urinary Screening Tests

Hyung Joong Kim, M.D., Byung Ok Kwak, M.D.
Jae Uk Bae, M.D., Kyo Sun Kim, M.D., So Dug Lim, M.D.

Department of Pediatrics and Path Ology*, School of Medicine, Konkuk University

Type II membranoproliferative glomerulonephritis (MPGN) is characterized by thickening
of the glomerular basement membrane owing to electron—dense deposits on electron mi-
croscopy. We experienced a case of type II MPGN in a child presenting with proteinuria,
hematuria on school urinary screening tests. He had been treated with losartan and enala-
pril. This is the first case report of type II MPGN detected by school urinary screening
tests in Korea. Thus we report a case of 10—years—old male with type II MPGN with a
review of brief literature. (J Korean Soc Pediatr Nephrol 2010;14:79—83)
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Fig. 1. Renal biopsy (LM):
increased size and have moderate mesangial
expansion with increased cellularity and me-
sangial matrix (H&E, x<400).

The glomeruli is
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Fig. 2. Renal biopsy (IF, C3): The glomerulus
stains for C3 in a peripheral and a mesangial
ring pattern (X400).
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Fig. 3. Renal biopsy (EM): The glomerulus reveals segmental irregular distribution of
the ribbon—like thickening of the GBM by intramembranous electron dense deposits
(indicates) and distinctive ring—shaped electron—dense deposits within the mesangium

(A: x3,000, B: x6,000).
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