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Can We Predict How Often Nephrotic Syndrome will
Relapse into the Patients?

Mee Kyung Namgoong, M.D., Ph.D.

Department of Pediatrics, Yonsei University,

Pediatric nephrotic syndrome is a well-known illness for its high relapsing rate. If we can predict
the relapsing rate and the responses to the steroid therapy of individual patients with nephrotic
syndrome, the predictability will be helpful in building a therapeutic plan. Here is my review of
research articles on the risk factors for the prediction of relapsing nephrotic syndrome. (Korean J

Wonju Collge of Medicine, Wonju, Korea

e oA A

, $hole iEﬂiolE HEEAg oy, AES

i SVl olatd 1049 WA
it 30»47} 47130 4% Ak, tiet 20
%OM zH%Ol i’ioul 6%l A& 2ol Aldeut Akal L
15% ol AloloM7bx] 7+& 2ol ) ;qJAE]oa;]r SE
@ AAZols SEHeIt AR R4 10518 Ao 4

Oz

A 2005 9€ 234, 591:2005 9¥€ 2649
YA} dg N, A St A7) wheh e Lokt o
Correspondence : Mee Kyung Namgoong, M.D.

Tel : 033)741-1280 Fax : 033)732-6229

E-mail : ngmk@wonju.yonsei.ac.kr

ol“oz F7ketoity. Ao FE=
olUlem 7&Ee g
X Z2), olEy AW o] o
g9l HH“5~ 5-19%< 3
A Y 28y 20039 Zeko) A Fakhouri %3@
Aol osld AHZol= ykgA ﬁ%ifr? Shofof| A
ggF 30d Bl 422%004 HA st Ats B S

AZ Aol 64l mYhela FAdo] AEE
ek 2 ool AF WAAAAY AolFR
versus 7.3%; P<0. 0001)2 A& A ZH%_

2
e
o
o,

(2 o > o
o

o oo
E"Erlr

% fol

5
N

M

[
lo

>«
=

fl
o

[
9L

o,

N

0

o,
ro L
2L
e
e
Lo

mass indext® A4 HWFATE @A Loprld At 34 ~
HZol= o]9lo] WAAAAE A3 Ho] AAAAE ATe] ¢
FAaihAg. F ols

AT
NEFEo] ) AFFEOR A

& ol A Zlg, 2E|Ro|E oFA Tol AUAEe] fd

- 1033 -



2. AFA| HES (focal segmental glomerulosclerosis,
FSGS)1t ol F

2 Zol= g A 80%+= MIAHSIE 2T Fo]

2E|Rol= AP AFF Y

fus

Ft9

W 20% 7}FE FSGSeolth thAl
75%% FSGSelH, 20%% wAs AFFiolt’. FSGSe]
A9 A9l ZAfell A 3742 237 A7 o Fete] BAE AHH
A scar, collase, tip W¥ol we} ~HZo|= Whg-A2 53%, 64
%, T8%= b FolAw Atk HAdol] Lozt A= 2F I
.5 Bl B0zt k] 10

A= F@AsA FdEA 100%01H 23]

4 ‘ﬂﬂﬂﬂoﬂ T AX% 71 o] o
ol uigh W TAE g i
d IgE7F S7lete 71do=me
2]A] Ao BEFIQIE 9% Aoln, B4, &3}
FEA 9 CD40e] 45 Zgol <
2 IL4% IL-132 IgE A4S S7FA17]13, IFN- 7y
g Al CD3+ MEE IFN-7, IL-4, IL-13
P4 oA, 2RO E WA ATEToA &
oy AEEY u&s At £ An, 43 A7
& IL-4 %= IFN-7 & #H3H= CD3+ AXe] $7h= gl
g4 IgE v%9 IL- 13—% AArslE CD3+ AlZES Aol
Wee vg BAE Bk 'V CD4+ EE CD8+ AT E
IL-4 gene expression® S7FH= & 4 ¢l 23| IL-13
geneol F7tEo] AATE ThA] WA, o}Ed FhAl= IL-47t
ZH AolEFIIoIA|NE AFFdte] 9= IL-13°] IgE A4k

=
Aol 5 AFEe) 47

=)
W

o o rlr -
it

1o,
e

AR

L
ot
P
e
4
X2

=
=
K

mlo M 2 e B oo
2
>4
>
) k

kl

7179 of ®Y IgE7 F7hske
A0l B wEol, wule)

of A7lel UEhtE wele] Ea
We) 7)ol e 3 Ao Azt sz =e o

w O
e AvEY sElzels AbgIl grgle] AFFE B4
ol AL B0 slgew 2

|+ IL-13 #H|E 3= CD3+
EEDIEREEE) EHf& 138
o= A

2=~ o
48 = s A

E72 ¥4 IgEE °l

4. FE 1gG9l =

Bazzi 57 olg] 7bx awiwlo] wjA ko] nj&S wEsle]
A @zole]l #AAE AFEgth 4R EdadY
croglobulin, IgG & q

alphal-mi-

ring, Milan, Italy)<

Fractional excretion(FE)< 3} th.

A g olEld/
8A#elE X100

I FolA IgGel eHjdEe #E3 An FE IgGrh 0.025 7
el BS AERo|E WHEEO] 70%, LEIRo|=el WA A
HE aW wsEo] 20%; FE IgG7} 0.025-0.140 Afeloll &=
= kEEo] 20%, BEa Yl ¥3Eo] 80%; FE IgG
B 100% ek e},
g3k wkgn} X5 gt 7}01

5. TNF-alpha?l X|Z H20]| st REEM

2003 Bakr'Vell <Jstd T
28 G HH‘*o}o% %Cﬂoﬂ*ﬂ ELISAE
t}. 23 TNF-alphas 4 ]
_eroH7]oﬂ“ XJALOE moiﬁilfﬂ Qo
Axriel Asts §
I cut-off AHLZE 50 pg/mLo]
93.2%% TNF-alphat ZEH|Zo|= Zﬁ}*é% AT &

Hel 278 A58 g s Aotk

- Qs fﬂu}.
]

o

3o

ek

6. 85 Fu QX

Glassock 5] olald MolZmrxel 2ol A .5 F=
F 1A (permeability factor)®] s=ol zo]lE & 7} I
SA O FEE 9l J&?’SHQ} A BAZE R 2H
Rol= Az} A wakEnE FHsAch

¢

3

i
ry
He
By
Jo
2
)
)
(2
s}
ol
ol
g
B
]
2
o
it
re
%
2
N\
N
)
olr
ox,
2

1. IL-4 38X} C}2M(gene polymorphism)

Kobayashi 5'7¢] ©3ld Zo} nAwsiy 25 rolA 1l
W3] delA e} [gE7F STk o] glo], olEF A Fadh AEts
&t Th2 AlES] MeolE7kQl 5 IL-49] #Fd2F oA
polymorphisms), ~&A(IL-4R)%} signal transducer activator
6(STAT6) F+HdxE 2AMES Wl IL-4 promoter FA#F Tthek
e ou) YA ke IL-4R F3AF tFg-e W@ Aot §l
Atk 22y STAT6 ke thedds A7s 2

(gene

Aol A MolEEAl glo] 33 olate] AEtS Hol: ASE

Btk & G homozygote® PIMWSY AFFatoll A Z~EH R0

Zo FL2 ¥3-g BHY Bolgte {§83 BAAIE HY 53] Al
3]

32wy
2% 47 37k 2 Rolek

@I A, 71 A Z(podo-



cyte)Z A AT H Sd Hetel] o] gwel] gk
et Fzol WEtk odl7h Eob¥thFig. 1). AFFAl 71A Uk
ZoAl 1V, s olE 22y oIzt gl o=
AR on FHE7] Alels AAsta e Al St di-
aphragm)o] F2gd o] 71 Fa¢ Fx2A LeAA =AUk
I 4 AES F2 vZdH(nephrin)olgt EEE 5old w)
oz FAHAA vk vz AFF By 24 7)de ¥
A QA= goy EAZEWe LAl CD2AP, alpha-actin-4
9 oY FAE Gy Js HAgee Ao dyA itk

~1-
HAZ) J)5 2AAE 59

ANF5T e Ao
<719 ol o]FolAY] Haide vlzdat 1 dhulo] At
st e FHE7] Ul 37k wlente] AL A S WEHN
e FAES ARIERE oy uuly BAE FHA AEel
A&E 3 Tk

olf st 77 o] oz & Uzl HIF}oRE FE AH RO
= A ASFTERA 47 587 ool wEA k. 1)

NPHS1(nephrin gene)e] @7dolde] 74
S 2) NPHS2 (podocin gene)2] 44
G4 AFFT 3) ACTN4(alpha-actinind gene)9] ]2 2:H|

2ol= ARy AFFEE FANA 94 f4 Fele AFFE

oL AHRO|E A

oC
Ol %

o-Actinin-4

[

P-Cadherin

Korean ] Pediatr : Al 48 ¥ Al 10 & 20051

4) & THE AR HEE dMA 11¢21-q229] ©1%
thTable 1), &, 2AZ2%7 sloloA] o] e &
| HAEE 2 Rol= AFAHY eSS

4
-
o
o
ns)

[
e
ox
™,

. ol\
1) _{01,
et
o
o
o
w
w
X
=2

f
oy
)
32
(o
=

[~
o
5 ™
2
5
o
o
o
f
T
i
do K o
0,
£
©o
5
o
o

Z.
el
jan)
)
[\
o
>
>
oz
Z
e
jan)
%)
DN
=
DN
DN
O
e DS
2
Y
i3
ok
o,
1
z,

A
32
N
o
ot
ot
-
st
> do i

oo
ot
[

T2
[o

Y,

o

fC:\/

OF AFFIe] A
A guEs 2 7
A9le 2 2p12-pl3e] o] o
Sl oaba Zole] mA)
7] 918l 38989 #AE 2

I
o,
[>
£
fr
o,
o
>,
of\
L
:

o
2
iu)

o oo ®
3

)

(e}

o

C)—l >
ri .
.

&

=

a.

@)

=

=

18

=

T
f
()

of\
H
M
o
£
)

o
¥ o
tlo

R

=
I
i
X
")
H
2]
<)
o
[aN
e

ol
-

o

cin)®] olFHT ol =t heterozygous amino acid) *H3}uko]

389 Z 109olA HAHJLE F wAEEA ASFFAA FH

2b o2 Fe KRS gdeta e ASE AR AR 3§
s

2ol A ol Zo] U S AR Bl How FAHE

AAeH, 17979 34 5 344 u @& 9 At
A

Zol= wgge Egom, a4

oPOC Y]&

a—A?nin-:l

oS

a3 ||jB1 e3|]lpt

.

GBM
O O O

PODOCIN
FAT
o3 (|81 o3 |||B1

o o

Endothelial cell

Fig. 1. Foot processes of the podocytes, linked by the slit-diaphragm, rest on the glo-

merular basement membrane'®.

Table 1. Gene Mutations of Slit Diaphragm Proteins and Clinical Manifestations of FSGS

Gene mutation

NPHS?2 clinical disease protein Podocin
NPHS1 Nephrin
ACTN4 alpha-actinin—-4
11q 21-922(? Gene) ?

Autosomal recessive FSGS
Congenital nephrotic syndrome-Finnish type
Autosomal dominant FSGS
Autosomal dominant FSGS

- 1035 -



FM=Z9 B7-1

B7-12 THX9 co-stimulationd] #HeIstE oz & <

Atk B7-12 B AZel QA Axe] mwe] BHH @
Wog dn CDgoolehal H-Et) o7 B Azt FAAAA
XA 84 CD28% CTLA-4°] Agtste] T /Hlioﬂﬂl
co-stimulationg A|33h= ALZ B7-19 WY7|s &
Atk vFS FEAEA B7-19 EHl EH’GHH% T oy
A AA] o} ZhebAM E(keratinocyte), AH FTEMES} AR
A WA EAA HEA EGA BT-10] 2@ U B7-18 A
TFA Foll A @A ZAEZAAR LHE AR FAEY &

d Am e wale] wA gtk FAAAAEANA LPSE
Vg AR BTl fFEBEFCINY] WA wjopE EAme] A
LPSE AGE & u BT-10] HAlze] B@sgon, Fx

2 dAge A WHO o wel »lEsis class HolA
class V7F4] 1 %@ oFo] A Frlskdtt. HAHXS] B7-1 &
Aol F7tsa s W widkE SAZAMZA ASEE Tl )
Wl (reorganization)S & 4 Aow AA HAFoM= ANFF
T WYY geleE B 5 itk F, B7-12 &5 WA

=
o|A|E o]Zlo] gk Z3—/-ﬂ(upregulat10n)01 2 Ay FE7I

o A
393 Amgond Bung o AolthFig. 2. old@
ATES WEs B 9 Az dels hegelx] ezt

Az o] A

1ZF Ul o] ol g ARE s Aok A
@ AbrA Agho 22

FoRM e A
A2 o] F

J
tlo
ol
i&

=
g@ A7E Fol 2ee we & 9l
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Fig. 2. Pathways leading to B7-1 mediated proteinuria. Vari-
ous stimuli may lead to podocyte B7-1 induction. These in-
clude genetic stimuli(e.g., deletion of 3 integrin or nephrin),
toxic stimuli(PAN-induced reactive oxygen species[ROS]), or
direct stimulation of the TLR-4/CD14 receptor on the podo-
cyte. B7-1 then induces FP effacement and disruption of the
SD complex, thereby modifying glomerular permselectivity™.
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