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Fig 1.

Mesangial proliferative glomerulonephritis

Light micrograph of a mesangial gomerulonephritis
showing segmental areas of increased mesangial
matrix and cellularity(arrows). This finding alone can
be seen in many diseases, IgA nephropathy

and lupus nephritis. Courtesy of Helmut Rennke,
MD.
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Mesnhagial IgA deposits Immunof luorescence

microcopy demonstrating large, globular
mesangial I1gA deposits that are diagnostic of
ISA nephropathy or Henoch schonlein purpura.
Note that the capillary walls are not outlined,
since the deposits are primarily limited to the
mesangium. Courtesy of Helmut Rennke, MD

Fig 3.

Mesangial deposits in IgA nephropathy Low
power electron micrograph in IgA nephropathy.
The primary finding is electron dense deposits
that are limited to the mesangial regions(D).
The glomerular basement. membrane(GBM) is
normal and there are no glomerular capillary
wall deposits. Endo = endothelial cell nucleus.
Courtesy of Helmut Rennke, MD
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Table 1. Causes of IgA nephropathy

Idiopathic (most cases)
Hepatic cirrhosis
Gluten enteropathy
MInimal change disease
Rare
Membranous nephropathy
HIV infection
Wegerner's granulomatosis
Dermatitis herpetiformis
Seronegative arthritis - eg, ankylosing spondylitis
Small cell carcinoma
Disseminated tuberculosis

Mycosis fungoides
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