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IgA Nephropathy
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Fig. 1. Mesangial proliferative glomerulonephritis with

proteinaceous deposits in the mesangium( IgA
nephropathy, H-E stain).
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Fig. 2. Large fuchsinophilic deposits in the mesangium
(IgA nephropathy, Masson's-trichrome stain ).
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Fig. 3. Large fuchsinophilic deposits in t,he m.esangz? Fig 6. Increased mesangial matrix with large proleina-
ums (IgA nephropathy, Masson’s-trichrome ceous deposits(IgA nephropathy, silver-methe
stain ). namine stain)
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Fig. 7. Heavy granuler deposits in the mesangiums
(IgA nephropathy, Immunofluorescence stain,
IgA)

Fig. 4. Focal segmental sclerosis( IgA nephropathy,
Masson’s-trichrome stain)

Fig. 5. Crescent formation(IgA nephropathy, Masson’s
~trichrome stain)

Fig. 8 Large paramesangial electron dense deposit
( IgA naphtopathy, EM, X3500)
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