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A Case of Concurrent Anti-Glomerular Basement Membrane Antibody Disease
and Immunoglobulin A Nephropathy

Su In Kim', Sung Sun Kim”, Chang Seong Kim', Seong Kwon Ma', Soo Wan Kim', and Hong Sang Choi'

Departments of 'Internal Medicine and °Pathology, Chonnam National University Medical School, Gwangju, Korea

Anti-glomerular basement membrane (GBM) antibody disease is a rare autoimmune disorder characterized by
autoantibodies directed against antigens within the GBM, primarily affecting the kidneys and lungs. This severe form of
glomerulonephritis has an incidence of less than two cases per million individuals with crescentic glomerulonephritis. The
coexistence of immunoglobulin A (IgA) nephropathy and anti-GBM disease is rare. Here, we present a case of concurrent
anti-GBM antibody disease and IgA nephropathy. A 49-year-old male presented with fever, azotemia, proteinuria, and
hematuria. Biopsy of the kidney revealed crescentic glomerulonephritis with linear IgG deposition along the GBM and
IgA deposition in the mesangium. Elevated serum levels of anti-GBM antibody (311 U/mL) confirmed the diagnosis of
concurrent anti-GBM antibody disease and IgA nephropathy. Despite treatment with methylprednisolone, cyclophosphamide,
and plasma exchange, renal function deteriorated, necessitating hemodialysis. (Korean J Med 2024;99:322-326)
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o gto] Hlof A5= o] AU

s} du|GA; Fhoto] Q AF-A| X (periodic acid-Schiff, PAS)

Figure 1. Light microscopy exhibits cellular crescents (red arrows)
in two of three glomeruli (periodic acid-Schiff [PAS] stain, orig-
inal magnification x 200).

Figure 2. Immunofluorescence staining reveals linear immu-
noglobulin G (IgG) deposition along the glomerular basement
membrane (GBM) and granular immunoglobulin A (IgA) and
C3 deposits in the mesangium. Lambda light chain staining ex-
hibits linear GBM positivity and granular mesangium staining
(original magnification x 400).
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Figure 3. Electron microscopy demonstrates electron-dense . . ~ .
deposits in the mesangium (yellow arrows) and foot process ef- main®lE| F2 ARA7| AT S 27]Aete] gol wradd.
facement (blu arrows). 39, 49, 44 &4 5 B4H 950 Jstel A47A7)
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300
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Figure 4. Clinical course of the patient. CRP, C-reactive protein; GBM, glomerular basement membrane; Ab, antibody.
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