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Pathogenesis of Childhood Nephrotic Syndrome
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Fig. 2. Fractional clearances of cationic diethyla-
minoethyl (DEAE)-dextran, neutral dex-
tran, 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 encoun-
ters no measurable resistance in its trans
capillary passage. Relative clearances of
dextran with molecular radii ranging from
2 to 3 nm are as follow: DEAE >neutral
dextran >dectran sulfate.

-S 529 -



— AR A 24 A FE A 25 2005 —

H At
Kanwar 5& HSPGE H&lets a4

tinase® THAIZ & Yol Lol ferritin ¥ 4o

I hepari-

l

1

)
o

(bovine serum albumin, BSA)S A%
Aol A heparitinasedll €3t =
ZvE FA Al AMEA]l 7| AuRE B s}

714 etel

£
=

=2,
=)
du o
>
N

¢

o
=
R
rir

&

cationic ferritin® AMFA ol
5 XLEV] %31 anionic ferritin®} FYd EX
v} =3} heparitinase # i] Fo= BSAS AL

Zﬂ 1A S 48] EHete QEANA HAEHY
 (Fig. 3). o] A+ AFFHAl 71 A=l HSPGZF At
TA R F8% 98 3= AE IAA F
Ath. HSPGE sulfate 719} carboxyl 71 7}
AEw ololl oA Fol2 ABE ZHA Hu, AA
71AE-e A (gel) FFor wE AVEA 71AEe
A8l ¥ (charge barrier) ¥4 obugl 7] A
(size barrier)oll:= Q3% HgS g o= HSPG
of Aol il Y E Hole o At H
8} (charge) ¥vb olvjg} =7] Meldo] FAlo] &A
He 3E B & 4= 3tk HSPG+ AFFA] Al Al
oA EH—‘?—% FAEE R Z N AR FAo

L o
2,

o4 xR e

b
32

o5 I

Vﬂ‘i@ﬂ%—?}i Lol FARAFEE AV pEA AT A FE
AbA ”Aw 27p &4 e

ARFAFFEANE BE A48 e 27) 3
o zge HuAen Hed wake Wahgol

H

1

F3 o] wulnsl WA Zlol Slsgt)
3. KOl 3ol Ryg

Hoyer & H#4d AE3 X 5
FA Mo Adghe] Auke] Aotol A= 50% A, A
el M 30%A At ol8 & o 50%A4] o

CIRIEE

[e

o}
Aale] Aol glvka Bastyrh ofeh Zo] g
AFET Aol slojAloA] ¢ AlAse] 2y A
S T2 A AE B £ glE Ao 3o ¥
oA A B4 AxE AASY ARE 3=
g4 e Are 7127 Ht

g4 wgE vog st g < BA &4

ko] EE Az HEH o] cyclosporin, FAHEE
2 cyclophosphamide &3 Zo] A48t T3
L FAEATHE 2ot vy 8% ugEd §
qlojs) F FSGSe Aol S F ¥ A
it} Dantal 52 10
3 % 9n
= ARA A
éEﬂ—&ﬂ

_f.?y‘

4
455 Fou BuHD
ur
o

oM rir fo @ orlr
>
N
N
[
il
!.'{i'a
rO
_orh
baca
H
ol
:J_

ot ¥0 o

lo,
g
2
Jo
40 4

Fig. 3. Light microscopic autoradiograms of the glomeruli from
control (A) and heparitinase-treated (B) kidneys that
were perfused with radioiodinated bovine serum albumin.
After enzymatic treatment, the bovine 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 nephrotic
syndrome (hypothesis).
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