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A Case of Familial IgA Nephropathy

Yu Jin Kim, M.D., Wun-Kon Kim, M.D.
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IgA nephropathy is the most common form of primary glomerulonephritis and chronic glo-
merular disease worldwide including Korea. Familial gathering of IgA nephropathy suggests
that genetic factors contribute to the development of this disease. Although there have been
many reports on familial IgA nephropathy with genetic analysis and their pedigrees, there
has been few reports in Korea. We reported a partial familial IgA nephropathy pedigree
with a brief review of the literatures. (J Korean Soc Pediatr Nephrol 2011;15:81—85)
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Fig. 1. The pedigree of IgA nephropathy family.
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Fig. 2. (A) PAS stain reveals a glomerulus showing segmental expansion of the
mesangial matrix with mild mesangial hypercellularity (PAS, xX400). (B) Immu-
nofluorescence microscopy demonstrates mesangial IgA deposit (Fluorescein
isothiocyanate—conjugated anti—human IgA, x400). (C) Electron microscope
shows mild increase of the mesangial matrix and mesangial electron dense
deposits. Foot processes are well preserved (EM, x2,500).
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