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Fig. 1. (A) Light microscopy shows segmental sclerosis and synechia of capillary loop to
Bowman's capsule (PAS, x400). (B) Electron microscopy shows electron dense deposits
in the mesangium (EM, x2,500). (C) Immunofluorescence microscopy shows strong C1q
deposits in the mesangium (Fluorescein isothiocyanate-conjugated anti-human C1q

x400).
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Fig. 2. (A) Light microscopy shows segmental sclerosis (arrow) with mesangial cell pro-
liferation (PAS, x400) (B) Electron microscopy shows electron dense deposits in the
mesangium (arrow) (EM, x4,000) (C) Immunofluorescence microscopy shows moderate
mesangial staining of C1q (Fluorescein isothiocyanate-conjugated anti-human C1q x400) .
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