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Case Report
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IgA Nephropathy Associated with Chronic Urate Nephropathy
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IgA nephropathy is the most common primary glomerulonephritis and characterized by deposition of
IgA in glomerular mesangial area. Chronic urate nephropathy is characterized by precipitation of uric
acid crystals in the collecting ducts and medullary interstitium. We report a case of IgA nephropathy
associated with chronic urate nephropathy. A 57 year old man underwent percutaneous renal biopsy
for gross hematuria, generalized edema and renal failure. Renal biopsy showed typical findings of IgA
nephropathy: increased mesangial matrix, cellular proliferation and positive staining of IgA. In addition,
crystalline deposits of uric acid, which is typical of chronic urate nephropathy, were seen in the

medullary interstitium.
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Fig. 2. Needle shaped crystal like structure surrounded by
histiocytic reaction in medullary interstitium, focal
atrophy of tubule and arteriolar wall thickening
(PAS, x400).

Fig. 3. Immunofluorescence shows strong mesangial stai-
ning of IgA (X400).

Fig. 1. Glomerulus shows mesangial matrix expansion and lymphocyte infiltration with
segmental mesangial cell proliferation (A) and segmental sclerosis (B) (PAS, x400).
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Fig. 4. Section show intact glomerulus with prominent den-
se deposits at mesangium (EM, X5,000).
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