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Purpose : To know the body handling properties and anti-proteinuric effect of cyclosporine A(CsA)
in children with renal diseases, 34 patients with nephrotic syndrome or glomerular diseases were in-

Methods : Microemulsion formula CsA, 5 mg/kg/day was administered orally in two divided doses
for 9.3+4.6 months. Pharmacokinetic studies of CsA were done twice at beginning and closing of 12

Results : The steady state CsA pharmacokinetic parameters of 34 patients were as follows; T :
1641084 hr, Cpax: 7881354 ng/dL, Ci2:58.7£33.2 ng/mL, Cay: 24696 ng/mL, AUC:2,949+1,156
ng hr/mL, Vd:4.03+£045 L/kg, CL:9.69+227 L/hr, Ty»:531+2.37 hr. C, was the best to predict
the CsA AUCR=0.896, P<0.001). Body surface area based dosage(mg/mz/d) correlates best with
AUC. Intra-individual CsA pharmacokinetic changes were not found after 12 months’ therapy. Anti—
proteinuric effect of CsA was considerable; 83.9% of primary nephrotic syndrome and 62.5% of sec-
ondary glomerular diseases was responsive to CsA thearpy. There was no serious complication and
CsA treatment was well tolerated by the pediatric patients.

Conclusion : CsA therapy for difficult renal diseases with proteinuria was effective and safe. For
better AUC prediction of CsA, body surface area based dosage(mg/mz/d) and C, monitoring are rec-
ommended in children with renal diseases. (Korean J Pediatr 2004;47:193-203)

Cyclosporine A, Pharmacokinetics, Nephrotic syndrome, Glomerular diseases, AUC(area
under the time-concentration curve), Body surface area based dosage(mg/m%/d), C,
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Fig. 1. Inter-personal variations of cyclosporine A pharmaco-
kinetics. Curve a, b, ¢, d are depicting various phamacokinetic
patterns of cyclosporine A(CsA) in different individuals. All
curves are same in trough blood levels (Ci2), but different to
each other in maximum concentration, time to reach to the
maximum concentration, half life, and the amount of drug ex-
posure. So, therapeutic drug monitoring with trough blood lev-
els may be erratic and ineffective in CsA therapy.

7] wiEolth(Fig. 1). ol¢} o] Az AZE tE & 3l
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CsA ‘AA 3= EYEH(trough level monitoring) <
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. g ’\Eﬂiolc«l Hhgo] wE ER=
HZol= o9&y 2152 139, ~HZo= g
Atk AbTAARS] A F 16eR Ax
4 (Henoch Schonlein purpura nephritis, HSPN
BZIgA N) 5e7F 9191em, 100 mg/dL °14 Ei= 1 g/m’/
day ©1%4¢] FEE @iinrt 2719 ol ALHE A9 CsA
A5 AT g R MAAT ~HZE 3

=4 2 mg/kg/day(maximum 60 mg/day)S 4-657F &
3t § kS Folve EFOlY FH AT Adete A= 4ot
gom, sHzols 4RYe gFrke] Ze=
(maximum 60 mg/day) Foolx= ©lxr} 2dHx e 4
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2. MZZ AL Al

CsA A& A dell HEgael Ags gt 2z AH
S AAEAT 12719 B9 CsAS Fo] 983 Folx= 2 AA
2 Falglsl i o] Ao A&HE 5 XF Aol £
Be FHE F4 AAAHE St F32 W 21e B
stk W CsA X& F Aol ¢4A3 348 Hole o
Ae A *M% HHE5Lx] ekgkon) gl i Fkxie] RRyl Al
S e Rs A7) 93 A YEle] ols) 2 Fod A

. Cyclosporine AQ| F0{ Hit

=

OFE2 cipol-N(FZRB(F), A&, HFRl=; 25, 100 mg/cap-
—% A&kl 5 mg/kg/day % Fow 237 o] 124
2 AT FAsish et fHe AYS
cipol-N £9(100 mg/mL)S F48tict & F
1702 12042 At e, Azg Papgol i
52 9" 3280 2E calcort(deflazacort, ¢H59F
), A&, U= 6 mg/table)E AMEEIATE AlS7dlE
4 mg/kg/day(maximum 72 mg/day)E 332 ‘/}—roi CsA¢}
stom, dulnrt AAEWH FA] 15 mgkg AYE 134
AlArske] 20-30%4 1709 HAow A A SEE
1522419 Am a37t §FEA FS AFANE
o= calcort® T35 FUTE CsAS Folde
At HAA dFFE PAkIA 50-100 ng/mL
S 288 9wt B3 HASs Agde
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e z7ldE 1/1YE $Hlele 2/M€E Ao R Huskt)h
Az 57 B4 vilne] e 4 Y RN FEE V|FL
2 St A5g3 Ao HE 9ste] AltAlAge] F$-
dxol AEE XE5g¥ A4 7FolA AQdetden, g}
3 450 s 337}71%011 Eei=g

(e}
U A A &8l (complete remission, CR),
F-#-3#3l (partial remission, PR), ¥-8(no response, NR) 59
A 7R B grlekh o dels 9wt <05 g/24
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5. Cyclosporine A9 24Est XA}

1) k=St AL A7)

A CsA9 oF&st A= oF&Eo] AulolA &7 El(steady
state)oll 2= Wbzl 9] Julg o)de] AIFE FHI T
CsAE As Folgt G=25E 39 O]—r 74 olulell Aldgstdth,
T3 CsAZ AIRE F
A ARs 27] 935k 127H%
EH“OE CsA Fo T8 24 A Zi} o5t
Al 13 AAF Ao} vl £4319 T
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6. Cyclosporine A &

A¥ 4 mLE EDTA 3% T H(purple top tube)
T el ZF 2 mLA vro]l Ba FERA S5 T AR B
sttt olF 17lE A ARgEtser, & 1712 mL)= Al
=7o] FasiAY AR £4, HPLC 34 %ol

& {8t -20C ol3t2 WE R#AIAT TEFHEE -rlo}oi
o

o

2 59942 dY9EH(radioimmuno-assay, RIA) W4
o] g3t= A4 J]E(CYCLO-Trac SP-whole blood radio-

immuno-assay for cyclosporine; DiaSorin, Stillwater, MN
55082-0285, USA)E AHEste] ZAsisint & zapge] Z4e)

Zof3}

A 4748 A2z 20049

A= 20 ng/mLel AT
7. A=
Azt e oFEwln Wate] ALk ksl A T2l

ABBOTTBASE Pharmacokinetic systems software, version

1.10/1995(Abbott Laboratories, 75015-2020,

U.S.A)E °]43}9 recursive least squares analysis WHOZE

AUC % Z+& 53 A& &80 CsA FE=EFS
T3te AUCE eSstedl 7 £2 A3 F%(point sample

concentration) & &olR 7] 95t SPSS/PC 10.0 Package®

ARgste] ZF Al w9t AUC Abeld] Fojs AaAlsE o)

Atk CsAE 712 A8A Y AANA A4 5 &= A=

27] 8 F7)e] okgstd SA4e] AolE wmsr] SlaiqE W

24

Irving, Texas,

FukE =AW (repeated measures analysis of variance) &2
AR oH, A5 AF AAM HAA e} dEe b=

t-test & paired t-testE AFESFL Pgkel 0.05 HINEY wf -

o3k o fAsTh
| o}
CHAF EHXto] QIFsty EM 9 QIAMA
AuE 22012 ‘&X}ﬂ wotorw  Hifvols 87F4.04(H

95 2.3-17.0A) 93,
9l 2-9671) ATt 347 9
Ué, =] BEA AAAESEE 29 o dAd ASF 18

W, HSP A1 117, IgA AWM F(IgAN) 58 59| o34 AM
A A 16Wolth A AFTFT 18W F LHEE oE

Table 1. Initial Demographic and Clinical Features of 34 Pa-
tients with Renal Diseases

Description

M:F

Age in years

Disease duration pre-CsA
Pathologic diagnosis

23:11

8.7+4.0(2.3-17.0)"

12.94+20.9(2-96)" months

MCD(n=16)

FSGS(n=2)

HSPN(n=11)

IgA N(n=5)

Nephrotic(n=21) : MCD 16,
FSGS 2, HSPN 2, IgA N 1

Non-nephrotic(n=13) :
HSPN 9, IgA N 4

Degree of proteinuria

Previous steroid response’

Relapse rate of nephrotic SD 13, SR 5
syndrome(/year) ' 6.64+=4.45
"Mean £ SD(range), 'Only primary nephrotic syndrome(MCD,

FSGS) patients were included in this description
Abbreviations : MCD, minimal change disease; FSGS, focal
segmental glomerulosclerosis; HSPN, Henoch Schonein pur-
pura nephritis; IgA N, IgA nephropathy; SD, steroid depen-
dent; SR, steroid resistant

- 19 -



521 : A% Folel A Cyclosporine A9 ¢

SD)< 1314, ZH=Zol= A A15(SR)2 59Utk
i—*r ﬂx} 18] A7 A Als = +4

1) JHY EoloMel ofSst X|x
347 ol A /‘l?‘ﬂfﬂ AAVE Al EEw=

ng/mL7H BESAL, HnEF
3ol 4] 4-541 71744 D}“o}‘ziﬂ}
0/\]—6]— as ET

= 2500014 1,700
5 AZRe 4]
3HH#3, #8, #15)°] IAE A€
S5 Bt AUCTE A

2= A)

stal AlF 3

1.64+0.84 hr, Cpx= 7881354 ng/mLAS™, Co= 8051565
ng/mL, Cp+v 5871332 ng/mL, Cuet 246196 ng/mL,
AUCE 2,949+1,156 ng hr/mL, VdE 4.03+0.45 L/kg, CLE
9691227 L/hrAom, Tip® 5315237 hrdth(Table 3). =
ok 3499 Fololl Al ARH 7 A CsA ske] Hagtom
AL A7-F% HEFHAL CsAS Folsll e w Zofo] A$
Al A oBA A E=AE 7&%*%1 4 ATH(Fig. 2).

3) CsA EIR| FoiS20 e 4SS XE

%kﬂ FAQ1 Tmax, Vd, CL, Tiz & A3 718k 53t A

5 CsA 59 &% (mg)o® BANAE W Cou® 5401412

Qo wa} A g Zol7t &S EQl & 4 YUK Table 2). ng/mL, Co= 0501033 ng/mL, CpE 0.38+0.26 ng/mL,
2) ok=st X|EO| CHE 7 AUC+= 195%+11.8 ng hr/mL, Cuet 1621098 246796 ng/
qgelr de A o5E AF FIHS HW Tons mLol 522 1 mgd CsAE Fold 3§ holoA s
Table 2. Cyclosporine A Dose and Its Serial Blood Levels During One Dosing Interval at Steady State
No. of Dose 1 Dose 2 Cyclosporine A concentration at each time point
patient (mg/kg/d) (mg/m?/d) Co Cos Cos G Cis Cs Cs Co Cs C
#1 3.2 126.6 90 99 145 512 8,30 720 366 217 128 59
#2 5.1 144.8 30 30 36 1,443 1,384 565 142 73 41 27
#3 89 231.3 231 268 465 960 1,420 1,330 690 516 263 167
#4 4.4 117.8 76 73 425 590 408 277 121 87 65 38
#5 4.1 109.8 74 47 357 625 513 476 143 102 37 28
#6 45 1345 47 44 46 144 286 388 213 107 68 40
#7 4.7 128.1 48 34 263 764 780 625 139 42 37 26
#8 11.3 263.8 91 89 464 1,517 1,025 778 303 175 127 81
#9 4.4 1155 26 55 812 978 766 484 94 55 26 24
#10 4.5 119.8 36 40 35 76 111 135 252 57 36 19
#11 5.8 215.8 26 37 29 161 653 599 291 109 40 30
#12 3.9 136.7 72 77 61 329 540 619 339 219 73 28
#13 4.1 114.9 46 311 1,400 1,003 730 536 149 32 51 25
#14 7.2 206.1 93 124 290 1,400 1,700 1,300 358 189 137 101
#15 11.0 269.7 55 59 179 451 535 544 282 119 80 36
#16 55 130.7 69 310 819 1,714 1,434 1,032 403 166 102 70
#17 5.8 132.7 49 96 125 495 797 603 168 111 76 55
#18 5.7 1674 68 65 62 73 653 607 446 176 109 55
#19 4.3 166.2 80 83 79 457 1,045 989 546 426 215 100
#20 6.3 164.6 26 32 636 998 863 604 130 54 30 26
#21 5.7 196.3 108 106 237 962 986 684 429 213 154 100
#22 3.8 132.0 34 31 290 789 741 601 212 92 55 27
#23 35 100.3 39 45 153 559 714 497 182 91 63 49
#24 5.0 1195 113 214 426 427 332 293 247 169 166 77
#25 53 162.8 145 116 123 397 513 570 614 360 169 94
#26 5.0 162.9 76 75 404 995 1,005 843 317 132 120 71
#27 5.1 176.0 58 68 215 761 804 588 273 176 83 67
#28 49 186.3 216 219 256 311 397 462 399 266 164 99
#29 49 111.1 73 108 97 497 1,130 1,024 218 126 98 68
#30 5.0 152.5 256 99 232 565 603 558 1,400 528 200 82
#31 34 1379 47 37 34 176 454 470 188 100 53 25
#32 5.1 173.8 51 57 45 826 996 826 382 129 76 43
#33 4.8 152.2 69 73 219 977 1,006 697 317 204 108 66
#34 5.0 166.5 120 32 110 399 647 723 465 287 188 93

CsA, cyclosporine A; Dose 1, daily CsA dose per body weight; Dose2, CsAdaily dose per body surface area; Denote cyclosporine
A concentration of each time point from 0 to 12 hours after CsA ingestion in one dosing interval at steady state
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Table 3. Steady State Cyclosporine A Pharmacokinetic Parameters in 34 Patients with Renal Diseases

No. of patient Co Crz Cnax AUC AUC/ Cave Cave/d Vd CL T2
#1 90 59 830 3,085 15.4 2571 1.3 4.2 9.2 5.2
#2 30 27 1,443 2,740 18.3 2283 1.5 3.4 12.9 3.0
#3 231 167 1,420 6,110 30.6 509.2 25 48 6.0 9.1
#4 76 38 590 1,516 15.2 126.3 1.3 4.4 8.0 6.4
#5 74 28 625 1,764 17.6 147.0 1.5 4.4 7.9 6.5
#6 47 40 388 1,561 104 130.1 0.9 3.9 10.4 4.3
#1 48 26 780 2,098 21.0 174.8 1.7 3.8 11.0 39
#38 91 81 1,517 3,891 24.3 324.3 2.0 3.7 11.3 3.8
#9 26 24 978 2,216 222 184.7 1.8 35 12.0 34

#10 36 19 252 867 8.7 72.3 0.7 3.7 11.2 39

#11 26 30 653 2,190 5.5 182.5 0.5 3.3 13.1 29

#12 72 28 619 2,338 11.7 194.8 1.0 4.3 8.7 5.7

#13 46 25 1,400 2,750 215 229.2 2.3 3.9 10.3 4.4

#14 93 101 1,700 5,080 254 423.3 2.1 4.0 10.0 4.6

#15 55 36 544 2,260 11.3 188.3 0.9 3.4 12.9 3.0

#16 69 70 1,714 4,850 60.6 404.2 5.1 4.3 8.6 5.7

#17 49 55 97 2,410 30.1 200.8 2.5 3.8 10.9 4.0

#18 68 55 653 2,610 13.1 2175 11 41 9.3 51

#19 80 100 1,045 5,220 17.4 435.0 1.5 4.3 8.3 6.1

#20 26 26 998 2,445 16.3 203.8 1.4 3.3 134 2.8

#21 108 100 986 3,837 12.8 319.8 11 3.8 10.8 41

#22 34 27 789 2,431 12.2 202.6 1.0 3.6 11.6 36

#23 39 49 714 2,230 4.1 185.8 1.9 3.9 10.3 4.4

#24 113 7 427 2,165 289 180.4 24 4.0 9.9 4.7

#25 145 9 614 3,088 15.4 2573 1.3 4.7 6.3 8.7

#26 76 71 1,005 3,603 18.0 300.3 1.5 4.1 9.5 50

#27 58 67 804 2,970 11.9 2475 1.0 3.8 10.8 41

#28 216 99 462 1,820 6.1 151.7 0.5 49 54 10.5

#29 73 63 1,130 3,250 54.2 270.8 4.5 4.1 9.3 5.1

#30 47 25 470 2,284 241 182.2 19 4.0 10.8 41

#31 256 82 1,440 3,920 15.7 326.7 1.3 5.0 4.3 135

#32 51 43 996 3,260 13.0 27117 1.1 3.8 11.0 39

#33 69 66 1,006 3,449 17.2 2874 14 4.2 8.8 56

#34 120 93 723 3,300 13.2 275.0 1.1 4.7 6.4 85

Cp and Cj2, blood concentration of CsA at 0 and 12 hours after drug ingestion, respectively; Cma, maximum drug concentration
during dosing interval; AUC, area under the time-concentration curve calculated by traphezoidal rule; AUC/d, AUC corrected per

dose of CsA; Cay, average concentration or AUC/dosing interval(12 hrs);

istered; Vd, volume of distribution; CL, clearance; T, half life

7} opeist 7|

=5

o] 2715 8 5 AUSATHTable 4).
4) CsAQ| &VIZt Fofof ME Ad=st H5o| WMoF
119A 127043 A8 52 ofsst AAS AAlste] &
717t Fofo mE JRA|Ul(intra-personal) °Fs A 5w sle]
dA AHE HES W] Thee 1731185 hrollA 1.25+1.60
hr, Cmax/dose™ 6.39+t650 ng/mLelA 4.18+3.26 ng/mL,
Ci/dose™ 0.3810.26 ng/mLelA 0.43+0.33 ng/mL, Cuyy/
dose 1.81£1.57 ng/mLolA 1.21%£0.63 ng/mL, AUC/doses
21.7+18.8 ng hr/mLeolA 14.6%=75 ng hr/mL, Vd+ 3.98%
0.44 L/kgolA 4.02%£065 L/kg, CL+ 9.96%2.12 mL/min/kg
oAl 10.0£2.70 mL/min/kg, Tirv 4.95=1.70 hrollAl 522+
249 hr o2 W3E B CsA Fol x7] F4de Hls] $7]

02'-

Cavg/d, Cavg Devided by the dose of CsA(mg) admin-

TR} AL AoR2 B o k(Fig. 3), ME 953t A%
. ZFol7b AR tHTable 5, P>0.05). =, 4o}
Fostel e CsAol Hist b5t vhgol =
frolek sk glles ovgth

5) AUCS} AEEIL 22 AlE sk

F 12M3ke] R F CotE CpZbAl 10719 A1A &
= IAEA s W, Co ARASFTE 089602 7 A
o] Egon o2 Cis Cpp Cs Cs 59 TolATh Cosdd
S5 A#A4 0148, P=04052 AUCS =Z7|E o33t
F3to] gllth(Table 6).
6) CsA F0{ SEHAHHO| ME AUCY
%4 % (mg/day)> R=0.266, P=0.128%

als

b1

o,

AR

ool gglem,

HA A —
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Fig. 2. Time-cyclosporine A concentration curve of 34 pa-
tients.

Table 4. Steady State Cyclosporine A Pharmacokinetic Par-
ameters and Its Dose Corrected Values at Early Phase of
Therapy

Parameter Values Corrected values
CsA dose(mg/d) 179.6£79.6 53+187
Tomax(hr) 1.64+0.84 1.64+0.84
Cmax(ng/mL) 788+354 540+4.12
Co(ng/mL) 80.5+t56.5 0.50%0.33
Ci2(ng/mL) 58.7+t33.2 0.38£0.26
Cavg(ng/mL) 246+96 1.62+0.98
AUC(ng - hr/mL) 2,949+1,156 195+11.8
Vd(L/kg) 4.03£0.45 4.03£0.45
CL(L/hr) 9.69+£2.27 9.69+£2.27
Tiz(hr) 5.31£2.37 5.31£2.37

gjsA, cyclosporine A
Values are corrected per mg of CsA administered
"Daily dosage of CsA per body weight(mg/kg/d)

1200
+— Early phase
4 =< | ate phase
E 1000
o
£
2 800
[=]
o h
< 600 /N
© Y
£ e
g 400 |f
n
o
g
O 200 l:
ol
0

Time(hr)

Fig. 3. Comparison between early and late phase time-con-
centration curves of cyclosporine A in 11 patients. Pharmaco-
kinetic study was done twice at beginning and at finishing 12
months course of CsA therapy.

Table 5. Comparison of Pharmacokinetic Parameters between
Early and Late Phase of Cyclosporine A Therapy in 11 Pa-
tients Who Completed 12 Months Course Therapy

Variable Early phase Late phase P value
Trax(hr) 1.73£1.85 1.25+1.60 0.085
Crmax/dose(ng/mL)" 6.39£6.50 4.18£3.26 0.711
Cio/dose(ng/mL) 0.38%£0.26 0.43£0.33 0.635
Cavg/dose(ng/mL) 1.81F1.57 1.21+0.63 0.028
AUC/dose(ng - hr/mL) 21.7+188 146*75 0.660
Vd(L/kg) 3.98+0.44 4.02%0.65 0.485
CL(L/hr) 9.96+2.12 10.0+2.70 0.777
Ti12(hr) 4.95*1.70 5.22+2.49 0.446

"Values are corrected per mg dose of cyclosporine A admin-
istered

Table 6. Correlations of AUC and Blood Levels of Cyclo-
sporine A at Serial Time Points During One Dosing Interval
(n=34)

%

Timed CsA sample R P value
Co 0.439 0.035
Cozs 0.443 0.009
Cos 0.148 0.405
Ci 0.540 0.001
Cis 0.803 0.000
Ca 0.896 0.000
Cy 0.523 0.001
Ce 0.661 0.000
Cs 0.702 0.000
Crz 0.764 0.000
AUC, area under the time-concentration curve; Pearson s

correlation coefficient; Co—Ci2, cyclosporine A blood concen-
tration at each time point from 0 to 12 hour after the drug
ingestion in the same dosing interval

A F 8 F(mg/kg/day)< A Z A
m%/day)2 R=0.424, P=0.012
kol 7Fg iAol =gkt
CsA &% AHo] 7H4 A

R=0.362, P=0.035, 28 Fmg/
= oy ;q] 3 T &

FHAG A
Zofell M= Axud 3 A

Aoz el tH(Fig. 4).
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gollem CsA A=o|F F F47|1H2 12516.6(H9] 3-31)
H Jol Atk X8 279 v e EA

, AT 358 kgolAl 37.3 kg, A%

emz Fohdd A AFS AF AT A AW e
6.64.453]01 4 0.72+1.453|2 frelgh FAE R =g &

3 orEwl,

FYlaEE FA= 474 27410 g/dL, 202423
mg/dLoIA 40106 g/dL, 183113 mg/dL= #2I% ¥3tE B
STHP<0.01). L o9 571 B, AbrAlF&(E% Aot

Hd d4s), 85 84dh 84 AdelEd 3+ A4A, F
FAA L Foll= 99 M7t gItH(Table 7).

- 198 -



Zof3}

A 4748 A2z 20049

o e [ = S
e N Z

e 85091 R=0 424 , 65009 -0 360 .

BA0O Y peg 128 BOOC 4 o001 6000 1 a0 035

5500 5500 u 5500 4 )

5000 . L 5000 v 5000 4 , o

4500 4500 4500
< 4000 e . oW = 4000 S 4000 4
3500 5, < 3500 = 3500 4

sooo ? o 3000 3000

2500 o e 2500 2500 4

2000 e , ’ 2000 2000 e

1500 s o 1500 1500 4

1000 . 1000 . 1000 4 .

500 500 4

0 = = = = = = = = = 0
0 50 100 150200250300 350400 450500 100 200 250 300 23 4 5 8 7 B 9 101112

A ma/d B ma/m2/d C maska/d

Fig. 4. Correlations of various dose methods of cyclosporine A to AUC. Daily total dose(mg/d, A) shows no correlation to CsA
AUC(area under the time—concentration curve), while daily dose per body surface area(mg/m’/d, B) shows stronger correlations

than daily dose per body weight(mg/kg/d, C).

Table 7. Comparison of Clinical Status before and after Cy-
closporine A Therapy(n=34)

Table 8. Effect of Cyclosporine A Therapy in Patients with
Primary Nephrotic Syndrome(n=18)

Variable Before CsA After CsA Pathology n F/U(mo) CR(%) PR(%)  NR(%)
Systolic BP(mmHg) 123*£16.2 121184 MCD 16 134+78 14(87.5) 2(12.5) oC 0)
Relapse rate of nephrotic 6.64+4.45 0.72+£1.45" FSGS 2 200*156 0C 0.00  0( 0.0 2(100)
syndrome(/yr) . ) .

. . 9 n, number of patients; F/U, follow—up period after initiation of
Cer(mL/min/1.73m’) 9754223 99.3+184 CsA therapy; CR, complete remission, proteinuria <05 g/24
BUN(mg/dL) 2817 20+8 hr and serum albumin levels =35 g/dL for more than 3
Ser(mg/dL) 0.7£0.2 0.7£0.2 weeks; PR, partial remission, proteinuria 0.51-3.49 g/24 hr
Albumin(g/dL) 274+1.0 4.0+0.6" and/or serum albumin levels =35 g/dL; NR, no response;
< + N MCD, minimal change disease; FSGS, focal seg mental glo-
Chol(mg/dL) 202123 183*13

The mean duration of treatment and follow up is 9.3+4.6
(range 3-13) and 12.5*6.6(range 3-31) months, respectively

Ccr : creatinine clearance; BUN, blood urea nitrogen; Scr, se-
rum creatinine; Chol, total cholesterol

"P<0.01 by t-test
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Table 9. Effect of Cyclosporine A Therapy in Patients with
Glomerular Diseases having Proteinuria(n=16)

Pathology n F/U(mo) Reponsive(%)" Non responsive(%)"
HSPN 11 10.2%4.3 6(54.5) 5(45.5)
IgA N 5 14.0%6.3 4(80.0) 1(20.0)

n, number of patients; F/U, follow—up period

* Proteinuria diminished to <500 mg/24 hr and serum albumin
sustatined >3.5 g/dL for more than 3 weeks were consid-
ered as responsive to therapy

TAll other conditions than responsive

HSPN, Henoch Schoénlein purpura nephritis; IgA N, IgA ne-
phropahty
o%%*ol 5.2+0.43(mg/kg/day), 164.1+22.0(mg/m”/day) o2 &

oo
r—LJ

(5%)°] 4.0+0.67(mg/kg/day), 131.2+24.3(mg/m*/day)el

Hgke] frelshAl = heh(P<0.05).
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Fig. 5. Response to cyclosporine A in 34 children according
to duration of therapy. There is significant difference in the
ratio of responders between two groups with duration of cy-
closporine A(CsA) therapy, <6 months and >6 months(P=
0.013, by x? test).

Table 10. Side Effects Encountered During Cyclosporine A
Therapy (n=34)

Side effect Number
Hirsutism Abundant” 8
Minimal ' 25
Scr elevation Transient 3
Fixed 0
Intractable vomiting 1

Scr, serum creatinine

" Abundant indicates generalized increase in body hairs with
fusion of eye brows, development of mustache, darkened
face, trunk and extremities due to the increased hair
Minimal includes any noticeable increase in body hairs other
than those findings in ‘Abundunt’
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