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Pathophysiology of Minimal Change
Nephrotic Syndrome
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Fig. 1. Higher magnification of the capillary filtra-
tion unit. fp,foot process, Sd;slit diaphragm,
fn.fenestra, LD, lamina densa, LRE. lamina
rara externa, LRI lamina rara interna, En;
endothelial cell, Ep;epithelial cell( x50,000).
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Fig. 2. Fractional clearances of cationic diethyla-
minoethyl( DEAE)-dextran, neutral dextran,
and anionic dextran sulfate plotted as a
function of effective molecular radius. A
molecule with a fractional clearance of
zero Is completely excluded, whereas a
molecule with a fractional clearance of unit
encounters no measurable resistance in its
transcapillary passage. Relative clearances
of dextran with molecular radii ranging
from 2 to 3 nm are as follow: DEAE >
neutral dextran > dectran sulfate.
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Fig. 3. Light microscopic autoradiograms of the
glomeruli from control(A) and hepariti-
nase-treated(B) kidneys that were per-
fused with radioiodinated bovine serum al-
bumin. After enzymatic treatment, the bo-
vine serum albumin is not retained within
the capillary loops(Cap) but escapes into
the urinary space( US)( x1,500).
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Fig. 4. Pathogenesis of Minimal Change Nephro-
tic Syndrome(Hypothesis). GPF; glome-
rular permeability factor, GEC; glomerular
epithelial cell, Fp; foot process, GBM;
glomerular basement membrane.
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