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A Case of Membranoproliferative Glomerulonephritis Associated
with Complement Deficiency and Meningococcal Meningitis

Sang Mi Kwon, M.D., Gyeong Hoon Lee, M.D. and Kwan Kyu Park, M.D."

Department of Pediatrics, Department of Pathology’,
School of Medicine, Catholic University of Daegu, Daegu, Korea

Hypocomplementemia is found in all types of membranoproliferative glomerulonephritis
(MPGN) but not in all patients. Hypocomplementemia can be ascribed to at least two circu-
lating complement reactive modalities. The activation of the classical pathway produced by
circulating immune complexes and the presence in the blood of anticomplement autoantibod-
ies, called “nephritic factor”(NF). The activation of the classical pathway by circulating im-
mune complexes is probably the major mechanism responsible for hypocomplementemia in
idiopathic MPGN type 1. Nephritic factors have been shown to be responsible for the hypo-
complementemia in both MPGN type II and IlI. NFa is probably the major mechanism re-
sponsible for the hypocomplementemia of idiopathic MPGN type II. NFt appears to be solely
responsible for the hypocomplementemia in MPGN type III. Judging from the complement
profile, NFt also may be present in some patients with MPGN type 1. Although infection by
meningococcus has been associated with deficiency of any of the plasmatic proteins of com-
plement, it more commonly involves deficiency of the terminal components of the comple-
ment pathway(C5-C9). We experienced a patient who had MPGN and meningococcal menin-
gitis. We examined the complement level and significantly lower levels of C3, C5 were found
persistently. C7 was low at first and it returned to normal range after 2 months. C9 was
normal at first, and was low after 2 months. This is the first reported case in which MPGN
with meningococcal meningitis occurred. (J Korean Soc Pediatr Nephrol 2006;10:45-51)

Key Words : Membranoproliferative glomerulonephritis, Complement deficiency, Nephritic
factor, Meningococcal meningitis
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Fig. 1. Light microscopic findings. The glomeru-
lus is hypercellular and lobulated. The mesangial
matrix is slightly increased(H&E stain, x200).
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Fig. 2. Light microscopic shows a glomerulus
with lobular accentuation(PAM, X200).
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Fig. 3. Electron microscopic findings. Subendo-
thelial electron dense deposits(arrows) are found
(%X5,000).
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Fig. 4. Electron microscopic findings. Mesangial
interposition(arrow heads) in GBM and subendo-
thelial electron dense deposit(arrows) are found
(x5,000).
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