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Fig 1. Mesangial proliferative glomerulonephritis

Light micrograph of a mesangial glomeruloneqhritisshowing segmental areas of
increased mesangial matrix and cellularityQarrows). This finding alone can be seen
in many diiseases, in many diseases, icluding IgA nephropathy and lupus nephritis.
Courtesy of Helmut Rennke, MD.

Fig 2. Mesangial IgA deposits

Immunofluorescence microscopy demonstrating large, globular mesangial IgA
deposits that are diagnostic of IgA nephropathy or Henoch Schonlein purpura. Note
that the capillary walls are not outlined, since the deposits art primarily limited to
the mesangium. courtesy of Helmut Rennke, MD

Fig 3. Mesangial deposits in IgA nephropathy

Low power clectron micrograph in IgA nephropathy.

The primary finding is electron dense deposits that are limitde to the mesangial
regions(D). The glomerular basement membrane(GBM) is normal and there are no
glomerular capillary wal 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
Mlnimal change disease
Rare

Membranous nephropathy
HIV infection

Wegerner s granulomatosis
Dermatitis herpetiformis
Seronegative arthritis - eg, ankylosing spondylitiis
Small cell carcinoma
Disseminated tuberculosis
Mycosis fungoides
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6-3. Genetic polymorphism

Angiotensin converting enzyme (ACE)2] gene Polymorphismi} IgA Al Z9] o 2219]
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7. Frequency and rate of progressive disease

Bl AL Qe g HolE Igh AEE SRls Anso] DRy adol
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oA T2 STHEARE AMEE B AFEAl g2l T4t 1.0mL/month2 FISHA]
=UTE

ACE inhibitorZ A4} oMl lgm/day 01ANS] whElar} Ui, XY A71s Fof
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8-2. Corticosteroid
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8-4. Cyclosporin
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8-6. Intravenous immune globulin(IVIG)
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