e ger A A 19 A2 £ 20004

(2

NEZFZJA Y F JolazAFAY] FEA ¥ ¢AA
3718 A% 165 374 i A 34 943 AE

SARG L e WA, FFHAL AT AFRE,
R LEEE L ELE P DELEIREL TR ERY

0|&d - MMF - =8E - HBES* - ATFEL* - UEH*
PIE-T-TRENE 3= N CE: S [=E RENE-TE  E A a11- 5 '

o)

AZFT A8 UM 2diRol=9] AT doE Ty, HEAY oA 53 FL A7
g w4 2dolze] dig AN 9 &y WEd A4¥o AHBOZE ALY
F 9t g2 A F o HE oJd fXEL XNEI 2L BHe] Ha gl ofd
AR BL 2HZROE Aol TEF 64cl9] AFFT BAES R 4] A7 A
EAET2YY, ol ARNYY, AHWNYDAA Cyclosporin A(Abe)E-4® A3 3
A, FoF:0lE AlojAR2FY) U AL 2HBOEE 165 W8 FAHE 9 AP
AL Y A, FA, o7l dAANHA T € dAstd g g 9ok

D AH d3Ea 649 HEAHE L 3484, FURE 24, AFFT o7 380£409
AYelAx, vl Fes vu ANy A Exid Zele G 2AYH Adew
T vlAasg 28 316, 244 BAA ATA AsF 84, WEAA AFEANG Td, =4 Al
FAAGE 149, B3 AE 24, BY 39 4@ AFTHAYE 142 dojAntg dYd &
e A A 334Ut ol 2HZolE AMge] wiE whEAgE vty gl 2
Zol= &Y 17+, W3y ALY 94, 2HZols AYY 44, rE lagon, vnjqAs4y
APeMe 2dHZol= &Y 5o, WA ARY Sof, 2HBol= APy 224, Vel 142 4
TN FIE Aolg IERIRTHp<0.01).

2) Asd 8% Fdeeld, ¢34, Ed2d08 ¥ 2440 xUWge nldusig F8e v
oA sty A G Aol BolA Yot A8F 1659 WA Adolelnde FTT 2
o7t UAARY, 4R, FHAHE, 2447 =EHFE FoF ZolE JEhINUHTZ 43105
vs. 3.5%0.8g/dL, 2065%63.0 vs. 317.4*153.1mg/dL, 07215 vs 3.5%3.0g/day, p<0.05).

3) ZAHH 27 wE AolaRAXY AFe] vHEE viMEsy FETA fHBH 23
A(85%), Heds 140(4%), F9& 34(11%)8 GERAIAT, s|vM¥3yg A@tdMes ¢
Ags 54(19%), FEB3 Tol(27%), T8 1440(54%)8 vehdiol Fat ¥k 34 {9
F Aol YeERIATH(p<0.05). e Rols whEAeo] W& AlojaRAXHL] AE WL X
Bolx o2& YA AP 1641(76%), FETH 104(5%) R Fuhg 440(19%), wigd Ay
ol FABY 1040(91%)9 FuHE 141(9%), 2Rl AFddMeE gA@a 2411
%), FE8H 59(26%) ¥ FuHE 1260(63%)H e 2HRolr Ahgo] RAEFold gl
AME RESHY 24 Yelgo] feold Aolg HAFAHp<0.05).

4) Ale]la2 A%y XB Yol diste ZATH 47A ¥A ¢RY, 2443 wuwP g

HAYAA oY AEA ARET LT 134 AMdtE oot Aty

Tel : 02)361-5423, Fax : 02)364~-7655, E~mail : hyl@yume, yonsei.ac kr
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€ Rol=o] hgt ¥vhgA Bo2 34 hH%P 3714 (Logistic multiple regression ana-
lysis)& A&@ Za, 2eHol=d i yrEAdute] FAH o2 ofnirt AATHp=0.03, RR

7.08).
5) AE8F relaz2xdy dug

o, A71s% 1, H7lE
o] st

AeHoz 2dRol= AHge] ofelE FAtolAu WIHE A 4 -

FAge vy HE8 @y
Aof 24, Az leivt dAslR o, vinjAEsty HE @reldE 28U 14,
o4 2¢] BEHol YL AolE RolA

Fold 14, 23
&3pgel 2
Esten], 1 dxe 4

cHBo = oEY g3

M AlZZAEY AHE0Z UFFRY BHE 45¥ 5 AL BY oz sHEol=g

A= x=2E A 7 A FHe] deod,
ZIgg £ Ag Reg Algdch

dE 2eRolz Y FrlelME AB ZTLE

M 2

A AZFFF i@ty 28 A 2H0]
= ade PRy ¢uBHE BY 5 UAW oE
FAEF o 60% AEE= 2HBZo=E #HIIALY
2HZo|=g 943 FU¥ A ALsy] GEo
Hoh 37)7 2El20|EE ARdtoof FH o]z <l
slo] 39| Rago] wigstn e Agenth ¥ &
AR #BAAE A g 27|FEH Ao
BAQ whe-g Ho|AY &AL Yehd £ glod
ol gRNME A&HA n4F 2HBol= A&7}
Basty] dFol e 24 249 9¥el Uk
By HeRE 2HZolme] wHgg Rolx %
gapt 71&o] Fxd, AAY 2 9¥Y 29 59
Ago] Futd FrRIME 2HRo)=E AMEY 5
A7) WP 2HZolE YEOZ o]F BAEE X
astE diE oleigel UAP®,

AZFT HA9 J)HF szt T-937e %
ol 47 wAzAA BFYoR AY ATH &4
o] waAol wety T-Ystrel HeHez gt
of Woal 715 UYehlE Alolazagde] Fo
7t FeaA Asdn Qo' P F e B3 2
Hzol=e] o8 29 ¥A88 7t Ao} AUFFH
F gAelN 94 Ay ZWE B A 2B
ol AYAl a¥F AlojmEAXY 5-Tmg/kg/day
2oz GRE BN Fgo] ANFHE A
Bastgch £@ o] 0 sy Ag ¥ x4
A BAHA AT A5E @AeA Alelazax e

[~

4

943 N AWNE Y Y 2dRels AL
W Wgste Ale)laRAYY Smg/kg/day EFOE

B @A gHdsst Jeide A& Hud
Ark #8 xdRelze] F ¥hEEA] v AR &
7w ARG, EAY ATAMNYE SlME
Ae|ABEAEY AR AU dvdE HIER Qo
‘:qun 14) 2dzolrgl dgd 2L JeEhQd
2HZol= 2lEY oM E AdZol= diddd A}
olARA¥YUeR wAlste ANHRAINE BYUE B
:11%_5_. ﬂqli 1!})‘

ol 4T FE olfE ¥ YHANEAME oA
olfFE ZLHRO=E &Yooy ALY F YAY
2HZO =g AHHog2 AME 5 US Aoz 4
AHE 2ASFL BA4E QYo Alelaz 22U
ARF ~HBCEE 1657 HEFASY Alolnz
¥ FEAN hdAdE Hristaa g

Cie 3 il
1. &

1997 8H%E 1999¢ 44€7A 478 ogrle(d
A ARG obrdithEgd, ASdi Y,
A e Fe FEE wHde FAES
e sk

1) Z8OIE

D 164 ol 70M7R 2] Hel HWE AFFHAU
ARy webdel 1 35g o4 ¥ ¢FY 35g/dL
olshez zid we £

@ A% =3 AAE AgEe BATAEY 2
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g, A ATANY, G5 ARG, 264 B
A AT AeE, 934 A4, BY HEd da8
AA A1)
@ ZHZEE AKHE ALE + gAY ©
€ AoE A= #§2
a 2HREolE &Y gx:654% ZYHY=ULHE
(prednisolone) Img/kg/day® A ¥ =
HEUEEs TG BIFse 596
A g2}
b Wi ALY #qa}: 2HECE B4R 93
2 F AL 6719 ool 1-23 AzsAv
g 19 oo 38 o} Aug fxt
c. ZHZo|= AYY ga:244Y oY ZHY=
U&E Img/kg/dayE AZHE ¢¥urt &
A=A e @2
d. 7] B A7 &%) 2HBOEE AR
FozH e Zols FHFo] Bt EA K
ZE Yol vi¢ ®& FAN(Fud, AP
2, 1Y, 2HBolm A AAF, FA
XS, A% A, A4 71, 345 B
2) HL7iE
®© AL4F 2HBol=(ZIH=YELE 1Y 10mg) ¥
do= 38 £9 59 L] $E=EHE @4
@ 50% oo A7lF et gl A A
gloteld 1.5mg/dL ©]4)
3 B4 4493 e 82
@ AAF NBAx n¥gte]l 2AHA g #X
(o]¢7] ¥ > 100mmHg)
® gelF 3 (Bilirubin)olvt A AX(AST, ALT)
7h A e e 2w ol
® #H2 1749 W Aelaz2Tdol) HEHH
(cytotoxic) FEZ A8 & w2 §
@ AEAo] UAY Alolaz ¥ EF ¥R
Y-S Fv FEE HEHoF s #2
Jaloj} Apojlaz X de] HNF L vehis
=t
3) XJ| & I8
@ 238 ol AlolagA¥de §%E FAHL
= 3 A#oledol 50%7x F7etAY DHEAXA
7t AN dgex 9] 24) ol FAME A%
@ A% nZAFHEFoIY A4 T #x
B YEAE EF ojdurgo]l wASIAY, 2}

7} 3ee s A4
2. s AR W

1) ST7eF B0 MM
AFFoz AlelaRAE YR E-A® Ad A,
FU)E Fosigon, 5o AFd 2F 5o =
Adev£E 19 10mg E¥F gl ebabsiE(deflazacort)
19 12mg& AHE8PEA ZPoueE T3 (run-
in) 7IHg& 71A olF Alol22AX Y 5mgrkg/day
% ZTHEULEE 19 0mg(Ed dzdxze 19
12mg)& 1657 W& FA3dA 2-45 NFe=
el Batge] Yt gA w AsEy Ha o3
3, wAL As, QAL Alelaz AxYe] HAA
(trough level), 4&FXE B3 d7f 28448 ¢
vagol ¢y AR 5§ FHBEIHUY
2) Allaz2axel HXR W B =J
O Atolaz XU HYF HAXE Eol¥ gy
g RIAZ ¥48}e] 100-200ng/mLe] FAHEE
£8g =AYt Aol e AxYe] HA X7} 100ng/
mL elgtol At Xu wgo] Q1 v 45wl Alo]
ARAT UL 25%4 FFHAN FASPL(HNEH
Tmg/kg/day), GHl& #A33 A A= 4% =
g A sttt
@ e gE Aol Alolagagde §38
26%4 e =P8R
a Aolzz ¥ el 85 HA A7 200ng/mL
ol 4
b. A3¥ AEAT Eel 160/100mmHg ©)
iR
c. €% Aolelde] 7Y 30% o F7}
& 3R
d. 4] (Bilirubin), FHLIT F4 A
o] 2w o\ UM A4
e. 1 9 AR ¥aAgE digz, Aviay
% ¥ % (Mg<0.5mole/L)
3) BN HAHER 2-4%F R SNBPH
siict

@ =zAb 52447 wadsal  aAgolely,
Yk A}

@ Ut "ol HA:AYTE, g, HviEz
g, "4y

@ ¥ A YA GEw, gH2HE, 2
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obeld,

Yx2FABUN), 85, Ha§q,

— RN A 198 A28 $d 625 2000—

TRAE,

dzhelel ¥ sjelai(alkaline phosphatase), 4t

EebA E, vhadAg

3. A3 2A Il k8t X8 UhRON Ciet WI}

1) ¥ P8l(complete remission)
2417t whulgo] 05g oldlo|BA HA YRl

35g/dL °143d B¢

2) sE#(partial remission)
24M72t e Ego] 051-349golHAM €A 4R

°] 3.5g/dL °l ¥4 B¥
3) RutE

165 ol AlojazAaxdn Y= EEL HE

o Al ghgo] gl A

4) €3 et B8 wHE 2 ¥ANEL AR
of wg& El Rez HEFEEa wHE-F(response
group) 22 BHF3c}

4. B A

B %l BE e BFLFFUAT @xbe) B
BNE(%)2 7edtgdod, 28dMe JFLEEL
Az ®Zristgch viAwsky Ags} vuiEsty 3
# T3y gEYET A8 we Yy AgE
& T-test& ol-8sted wEsglen], #xie T
% vl Chi-square test® Algsich Az kg
el i Ak AREE @Al EY(univariate

Table 1. Summary of the Clinical Features of Patients Prior to CyA Treatment

MCD Non-MCD Total
(n=31) (3=33) (n=64)

Age(year) 336%120 360141 34.8+13.1
Gender(Male : Female) 22:9 23:10 45:19
Previous steroid response'

Steroid dependent 17(55)* 5(15) 22(34)

Frequent relapser 9(29) 5(15) 14(22)

Steroid resistant 413 22(67) 26(41)

Others 13 1 3) 2( 3)
Pathology

MCD 31 — 31(48)

FSGS — 8 8(13)

MGN — 14 14(22)

MPGN —_ 7 7(11)

Lupus nephritis — 2 2( 3)

HBsAg associated GN —_— 1 1 2)
Duration of disease(month) 40.8+36.1 355+45.2 3801409
Serum creatinine(mg/dL}

Pretreatment 09%0.3 11205 04

Post 16 week treatment 09%04 1.2%06 1.1+0.2
Serum albumin(g/day)

pretreatment 27%£09 29107 28%0.8

Post 16 week treatment 4.3+05 35£08 41+07
Serum cholesterol(mg/dL)

Pretreatment 35841257 346.9::154.0 352.5+140.0

Post 16 week treatment 206.5%63.0 3174+153.1% 25741148.2
Proteinuria(g/day)

Pretreatment 93%69 83+t43 88+57

Post 16 week treatment 07%15 35+30°% 2022

§

:MeanS.D., ': number of patients(%), T:p<005 compared between two groups by Chi-square test,
. p<0.05 compared to MCD by t-test, MCD : minimal change disease, FSGS: focal segmental glomerulo-

sclerosis, MGN : membranous glomerulopathy, MPGN : membranoproliferative glomerulonephritis
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—ol%g 9o A HZFZRA] g Nelaz2Fde FH4 ¥ Ad4 H7HE 40
165 F7 vl A 34 YAAY —

analysis}& ol&39 #949& Yotuen, ojE
EgiE U AV UE AR AYdEHE ARE
& olf3le AR HE&Eo vAE JdWIES 2
A o 87184 (Logistic multiple regression
analysis)& ©o|&&te] dolrgict.

| o
1.0 &

AA g8 640014 FEAHL 3484, Gy
B 241, AFFT oJ@7|E 3801409704, HE
A EHEE vy A 31, 234 BAE4 A
T4 A8s 84, A ATFANY 1490, HFHA A
FAAND 74, 3 NG 24, BY EH dn€
ARG 12 wejAasty Add &3t 3
E Bdgen, olAgL uAdsg AP ¥ATH
ol Asty 2E @A o Aele gtk 1%
Ak, A 2HZolE Algo] iF ¥HEAL WA
34 AP 2HBolE &Y 174, WEY AHY
Y gd), AE|EO|E AYY 44, 2HZOE BT
1] o, sinjgusiyg A@PdAE 2HRZo= o
&3 5o, WA ALY 54, 2HBelE Y 22
o, 2Hjzele BAEF 143 TN F4F Aol&
Vel gicHTable 1). A8 A 8% Asoleld, ¢%
7, 292688 9 24470 @l HFe ol sy A
# X wielAEsyd Z8 8T T Rolg
Bolx ¢istrHTable 1). oA WAl 9] A48
Alojaz Xxuruioleg 16edlA ARESIAUUL, H
T FAEFE 74157g0llem AndHEe &dd
8 49(25%), FEBH 344(19%), F¥bg 99(56%)
& Jehligdh AelazAzdsg AMgdigd #3
£ 94 ANen BF FAEFL 102611566,
S ES SAAH 54(56%), FEB 34(33%), ¥
g 14(119%)8 JERIUATE dFEE AHEI
d @3 1d iizm dEe REANE 2
(Table 2). A4BAEF AU 2E EAANA 4
o, Bl A8 Bty 747t T GEEC
1657 Alolazaxd X8g #5F IRFE F
5391tk

2. ZHEN A0 IR HE
2383 27 wekA Alelaz Az el A A

B g wAuy FEPAN SAds 234, F
s 1, Fubg 348 JERARLE, HlUAESAY
AgFo e g 5of, FEBH 7o, Tk 14
o & viehuiel ¥ Wk FFL FAE Aolg Y
ERfATHp<0.05, Table 3). WA EsAY FE faT
& HEF 45 73%9] NFEE Jephder oF
A&AQ F7HE Reoithrt 1650 89%9 WEEE
Boch wulaEsty 4@ @Ade ARF 459
33% M 165 46%E Ho] wiARdy F@ &3
Trrt w2 whgg VERIATKFig. 1.

3. AHZOI= RHEMOj| KR A0S RAZRION
Cigt pig@
A Eo|E WhgAo] WE AlojazAXye] AR

Table 2. Previous Immunosuppressive Treat-
ment

Total dose Results of treatment
®@ R PR NR Total
TAE5TT 425)° 3( 19) 9(56) 16(100)

Cyclophos-

phamide
Cyclosporin A 10261566 5(56) 3 33) 1(11) 90100
Immuran 27 ®0.0) 111000 OO)  1(100)

9(35) 7 27) 10(39) 26(100)
*: Number of patients, ' Mean*SD., CR:com-

plete remissin, PR partial remission, NR: no res-
ponse

Total —

Table 3. Response to CyA treatment
MCD Non-MCD Total

Study Yes 27 26 53
No 4 7 11

completed CR 2385  5(19)  28(53)

Response PR 1( 4 Yiv1d! 8(15)
NR 31 14(54) 17(32)

CyA related Otitis media  1( 4) o0 (2
side-effect Hypertension 0( 0} 1 4 1 2)
Gl trouble 2AD 2( 8) 4( 8)
Azotemia o W4 1( 2)

Fever 1 4) o0 1( 2)
LFT oC 0 2( 8) 20 4)
abnormality

*! Number of patients(%), MCD : minimal change
disease
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W32 2ERols ofEY EANAM GHBH 169
(76%), F-Eaa 14(5%) B F¥§ 490(19%), W
A ALY oM s dds] 104(91%)9 Tk
1e(9%), 2Rl A%y Fare ddds 2
al(11%), FEas 54(26%) 3 FuHE 124(63%)
o, 71g} AN E FEBHAT 24(100%)E
Ehjlo], 2| 2ojE yhgAdl wE Ao]aRAE Y
g HEEL FAY Aol HASFANTable 4).
yiukyd AdYs zdZol Yol Hih: AE
& XBF 45 Ztzr 75, 59%¢] WEE Bojurt 8
Fof ztzt 91, 82% 2 FUIEH e olF A&HE H
FE Uehigich 2dHEols A#gd &t e
& 459 38%2) wWgEE Bl F & wagle] Utk

or (24/27)
(24/28) (24/28)
~ 80 |- (22/30) MCD
® o
2
= 60t
£ (12/26)
€
5 40 [ (10/30) (9/28) (9/26)
5
Non-MCD
Q
S 20F
Q.
o 1 L i '
4 8 12 16

Time(weeks)

Fig. 1. The cumulative probability of obtaining com-
plete(CR) and partial remission(PR) accor
ding to renal pathology. Among 31 MCD pa
tients(17 SD, 9 FR, 4 SR, 1 other) 24
patients(89%) achieved CR and PR at 16
weeks(curve(), and 4 patients were dropped
out during this study. Among 33 non-MCD
patients (5 SD, 5 FR, 22 SR, 1 other) 12
patients (43%) achieved CR and PR at 16
weeks (curved), and 7 patients were dro-
pped out during this study. The number of
patients is given in parenthesis.

Table 4. Number of Patients Responding to
CyA by Previous Response to Steroid

CR PR NR  Total

Steroid dependent 16(76)° 1( 5) 419 21(100)
Frequent relapser 10(91) 0( 0) 1 9 110200
Steroid resistant 211y 5( 26) 12(63) 19(100)
Other 0o( 0) 21000 0C 0y 20100

" number of patients(%)

7t 165 37%8 JehidcHFig. 2).

4. AO|ZBZAZR XFO| THE ANEE
Al Zim@el W

A Bagel A YRve AR dn vastd
ARE 5P Zriste AYE Rojtrl 4FRE
BAAE Feg AolE el ¥ A&Hez F
peted 16Fo = 41£07g/dLE YeERRQ o0 244
 onedEe AR W 8lEstd NEF 255
EARog ongA Zaslgen oF A&FHoz

100 (2/2)
—_ F o/t FR - (10/11)
® 8 = g
=80 janp . SDh N /ﬂto/n)
Z a" _Asi22) (18722} G7/21)
2 s ((13/22) e
a [ A/ Qther
o (/2 % X
a 40 (1121 (1/2)
- a.
° !
D (4721} (4/19}
0
: 1 . )
4 8 12 16

Time (weeks)

Fig. 2. The cumulative probability of obtaining com-
plete(CR) and partial remission(lPR) accor-
ding to the steroid responses in all patients.
In all patients(n=64), 22 were steroid depen-
dent(SD), M frequent relapser(FR), 26 ste-
roicd-resistanit(SR}, and 2 others. Curves(-),
(&), (), and () represent the cumulative
probability of CR and PR in SD, FR, SR
and others group with 82%(17/21), 91%(10/
11), 37%9(7/19), and 100%(2/2) at 16 weeks
respectively. The number o patients is given

in parenthesis.
5 10
= PN
- 4 8
3 =1
g Z
E 3 & g
2 @
a 5
® 4 ;EL
E 3
3 o
w1 2
=
[ 0
Baseline 2 4 8 12 16

Duration of CyA treatment(weeks)

Fig. 3. Changes in serum albumin{a) and 24-hr
urine protein([]) during CyA treatment.
"p<0.01 compared with baseline value.
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Table 5. Univariate Analysis for the Response
Rate in All Patients

Table 6. Logistic Multiple Regression Analysis
for the Response Rate

Response No response _ al Parameter Standard p-  Risk ratio
(N=36) (N=17) Prvalue estimate  error  value [95% C.I)
Agelyear) 36524133 348*124 NS Intercept ~1.41 2.55 0.58 -
Sex(M : F) 25:11 11:6 NS' Pathology 153 0.85 0.07 464
Response to steroid 0.003" [MCD] [0.91, 29.05]

Steroid dependent 17 4 Response to  1.96 0.88 0.03 7.08

Frequent relapser 10 1 steroid

Steroid resistant 7 12 [SD or FR] {1.37, 46.66]

Other 2 0 Serum 0.39 0.65 0.55 148
Pathology 0001" albumin [0.42, 5.621

MCD 24 3 (g/dL)

Non-MCD 12 14 Proteinuria -0.08 0.08 0.35 093
CyA trough level NSt {g/day) [0.78, 1.09]
(10<0 220;; i/sml) 4 6 MCD: minim_al change disease, SD : steroid de-

pendent, FR: frequent relapser
2 times 32 11
Albumin{g/dL) 29108 29+06 NS
Proteinuria(g/day)  7.8%5.3 98+49 NS kel EAHLE FesiA wg-Ed UE dgUA

*:Mean*S.D., ':compared by Fisher’s exact test
(2-tail), NS: no significant, MCD : minimal change
disease

Fasld AN8EF 1650 20+22g/dayE JehAQ
HFig. 3). WA #xEe #Ha ¥A aokddol
XNg Az vaste] AZF 16FE Aol7F A
g AEF 165 ZdoleldE nAgHaY A9 v
Pty g @R Zolg Holx] ot 1
A9 165 Fo] €3 439, FH2HE $ 244
b o nldsty Fdste} winjqNEky A8
A7 {97 Aolg JElUTHAIZE 43+05 vs,
35%0.8, 2065630 vs. 317.4%153.1, 07%15 vs.
35+3.0, p<0.05, Table 1).

5. X2 Sl oiXls 9% eI BN

A& ST B 2ol Yol AW, Aol
o g w4, AxARH 7, ABF Alojam
249 AXA7L 100-200ng/mLell %3k 35, ¥
A aRd 9 244 ndlF FE gy 2y P
3, 2HRol=o] dig #gAH AzAEFAH LA
AR o7 fostyrizdz, p=0.003, p=0.001, Table
5). o7& 7Ix&d X7 wg-go #H Y& Ao
2 AEE AREY ARAEH 43, AHBo| =
g WA, 83 28T, 4A w9 YHEE oy
oz 23 g 78N AR 2HRolz=e] Wy

2 B9 AcH{p=0.030, RR=7.08, Table 6).
6. N8 & Wyl §IER

Aolagz2¥d XES Afy $AgozE AR
o} Folyd 101(2%), 1Y 140(2%), 233 498
%), A7V% ol 141(2%), E3 19(2%), 7715 o]
4 201(4%)& JERARIeY, ol ¥alge ¥4 A
Fv vddEd d@ge ninjyuziy 28 gx
ol E HolA fgnew vE HF9 Solz pag
& BEFA gt

i &

vy AEFTAN CD-8 Yt rg CD-4
Akt e A daA 88 B4 QRMvascular
permeability factor, VPF)7} &A@t Apge®®
dHAUM migiziy AFEE) T Y7 wiAAg
AEY 754 E AN Alag 22Xl T ¢
B} ERE IL-2interleukin-2) A2 oJAG B o}
yek mRNAS HALE AstE MXW @9l cy-
clophilin# EojZog ZAgsh= o] grExdA A
FF7 AaAR AME £ U JJADT, apejz
BEL¥YUL 2HBoln Y4 (steroid sensitive) A
FETMe AR A7 F1 AUETOE Aol
HE o dhge] £& Ao Basi gk Meyer
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59 zHzol= WY ERAH AFFTEAA Ale]
Zz2¥de] XNg wEEo| HAVA 7%, AotEA
89% 2 AAHTE LotgrteliA 9niglA & How
H3sta] o]F A Ac 2y HRlE My
8 AZFFFAA Ao]lARAEHUY g s =
o] 1 gl Garin 5%, Meyrier £, 2lm
Niaudet & 2ejZol= AH¥Y AN Alo)
AR2XAY AR AW AZE Ao Bag ut
9, Ponticelli $'¥¢ 2820l A3y Bwy Ax
F2 @Al 1dY wHg-§o] 655%, Kaplan ¢
66.7%, ol 'V 75%9 s EE RugoEM, A
olag2axdol 2ol HgY AFFFAME A}
£% o 7HX7} sivtn B mEg

¥ AFoMe Mg 53%7F A HSH(com-
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The Efficacy and Safety of Cyclosporin
A(Cipol-N® soft capsule) in Adult
Nephrotic Syndrome : 16 Weeks,
Open Label, Multicenter Study
(Phase I Clinical Trial)
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Hyunjin Noh, M.D., Heung-Soo Kim, M.D.
Gyu-Tae Shin, M.D.", Dohun Kim, M.D.
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A muiticenter prospective study was done in

four-university hospital to evaluate the efficacy and
safety of cyclosporin A(CyA, Cipol-N®) in 64 pa-
tients with adult nephrotic syndrome [mean age 34.8
years, male:female 2.4:1, duration of disease 38.0%
40 9months, 31 patients with MCD, 33 patients with
Non-MCID(8 FSGS, 14 MGN, 7 MPGN, 2 lupus ne-
phritis, 1 HBsAg associated GN)]. The prior steroid
responses of these patients were 17 steroid depen-
dent, 9 frequent relapser, 4 steroid resistant and 1
other in MCD patients, and 5 steroid dependent, 5
frequent relapser, 22 steroid resistant and 1 other in
Non-MCD patients. After a 2-week steroid(predni-
solon 10mg/day or deflazacort 12mg/day) run-in
period, CyA 5mg/kg/day and prednisolone 10mg/day
(or deflazacort 12mg/day) were administered for up
to 16 weeks. Of the 64 patients enrolled, 11 patients
were dropped out prematurely due to adverse events
or protocol violation. Of the 53 patients who comr-
pleted the study, 27 had MCD and 26 had Non-
MCD.

High response(CR and PR) rate of 68%(36/53)
were obtained with CyA treatment in all patients.
Although the response rate in MCD was signi-
ficantly higher than that in Non-MCD(89 vs. 46%,
p<0.05) and response rates were significantly dif-
ferent according to the previous steroid responses by
univariate analysis, only previous steroid responses
affected the response to CyA significantly by Lo-
gistic multiple regression analysis(p=0.03, RR 7.08);
responses were 84%(27/32) in steroid dependent and
frequent relapser patients, and 372%(7/19) in steroid
resistant patients. 24-hr proteinuria significantly
decreased after 2 weeks and serum albumin and
cholesterol increased significantly after 4 weeks of
treatment compared to baseline level. The serum
creatinine level was not changed during the study.
No serious and unexpected side event was observed.

In conclusion, cyclosporine therapy is a safe and
effective mode of treatment in patients with ne-
phrotic syndrome, especially in those who need pro-
longed administration of steroids with resulting in
unavoidable steroid complications such as frequent
relapser and steroid dependent type. The patients with
steroid resistant type and contraindications of steroid
administration such as DM, aseptic bone necrosis
etc. can also be candidates for this treatment.

Key Words : Cyclosporin, Nephrotic syndrome
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