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Fig. 2 Isolated hematuria. PEI particles
indicating charged sites on both
laminae rarae and in the mesangium.
Ire : lamina rara externa, Iri : lamina

rara interna, M : mesangial cell,
CL : capillary lumen. (X 10,000)
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Fig. 2 Stage II
phritis. Subepithelial deposits with
tracer PEI particles. Outer surface of
the deposits has no particulate stain-
ing. En : endothelial cell, *: electron
dense deposit. (X 21,000)
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Fig. 3 Minimal change nephrotic syndrome.
Basement membrane showing lesser
density of PEI staining in the lami-
nae rarae with foot process efface-
ment. (X 10,000)
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Electron dense
deposits in the mesangial area have
no PEI particles. (X 35,000)

Fig.4 Purpura nephritis.
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Fig. 5 Alport’s syndrome. PEI particles are
irregularly present on the splitted
basement membrane ( 1)- (X 10,000)
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