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#2 Relationship between outcome and site of electron-dense deposits

Clinical No. of

Site of electron-dense deposits

state patients None Mesangial Mesangial and Mesangial and All three
. alone subendothelial subepithelial sites
A 44 1 27 6 1 9
B 85 5 54 10 4 12
o} 16 2 -3 2 1 8
D 6 2 1 3
Total 151 8 86 19 6 32
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#3 Relationship between initial presentation and site of eiectron-dense deposits

Initial No. of Site of electron-dense deposits
presentation patients None Mesangial Mesangial and Mesangial and All three
alone subendothelial subepithelial sites
Group
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Total 154 8 87 19 6 34
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