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Acute Leukoencephalopathy During Cyclosporin A Therapy
in a Pediatric Patient with Nephrotic Syndrome
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Cyclosporin  A-induced central neurotoxicity has been rarely reported in patients with
nephrotic syndrome. We report a pediatric patient who developed acute leukoencephalopathy
diagnosed by MRI during CsA therapy for nephrotic syndrome. (J Korean Soc Pediatr

Nephrol 2005;9:91-96)

Key Words : Acute leukoencephalopathy, Cyclosporin A, Nephrotic syndrome

2 FFT FAIME CsAol 2% F5417%
M = A 549 wllo] =EA e $oi3 4] Hu
A AE 19973 Lee S[5]el <3 mu =@ uf gl
Cyclosporin A(CsA)& AIE w7zl |9 db o}, ;F_iﬂz-]o] ¥ wEle 3olg 2= g9
& AsEt A0 lymphokine} A4 F - qyee coaxmz wH A 25T ol
B A2, A7) ol & Ay xm%—oog*c} ggom FAW 34 WA
= g olgEa glow Ah MAdBINE  w=o yusigold BU waw @ wase
3 o] gdiEa i1l EF A FF F lo]tlh.
Aol Al 2E|Ro|=9} FA AMESAS W, 2
Zol= dEaRld wa R #I F=E = 3l
veEbdtk BaE T 2l ZEv CsAe A
54, 88, aAgEE, A 54 5o v g 0} : =00, 144 ol
28-S o & Qlow XNzWrt Fi R F Aldd B AN
g Wik g A gl oFEo AMES %% Y g 29 A 2 LolgelAd F4
sloF 3k Ak wAErH3] ARAR A FFFor dy Folz oA
S T B S e 44 11 2¥E o] $lo] enalapril, nicardipine -‘154043}04
AYAA oL, QAN FT AFE 706 owo 11080 mmHeE & 2dsm glgivh 2
stest o Fohst Aol st =2 HJALE A A SEAAg AREA /1‘103
Tel : 032)890-3617 Fax : 032)890-2844 gzow AUEo] 437+ ATL deflazacort

E-mail : anicca@inha.ac kr

i
o]
—

|



9 2%7+e] 1L methylprednisolone 248
HS Aot #rl o] FofA A &gt
o] A& CsA(BG mg/kg/day)st 478 de

AA
CsA 5o 184, w3oA duj=sx "
AXo] wAste] SFA AR, BY Aol ¢
A3k

HE A

flazacort(48 mg/day)e]l HIAEE AlZSH L
Ll
[

e gAl gtole] b2 150/79

mmHgol 9z, AL 36T, Auks 1193/8, 3%
4 283)/%, AF 62 kg(75-90 WESF), N
160 cm(50-75 WELg oIt SHAE Ud
Z-zbd) gzto] AlzbE|Qlow,

2]
2-3% F AHEz 2453, o|F 9o WHa
z

b

El‘oﬂ}\i y O ‘:}-
wxol waHelD. A4SA Adsh odad

AL A WY A gx g Ao A A
42 97 g/dL, HEF £4E 297%, HIT
23,700/mm*(EFT 79%, BIZT 20%), 2%
% 196,000/mm>e1 2tk AseHE HrblA 23
BUN 28.3 mg/dL, 83 creatinine 1.03 mg/dL,
Z o 51 g/dL, <¢¥Y 20 g/dl, AST 4

IU/L, ALT 39 IUL, 84 Y4EF 134 mEq/L,

2l 1 Al FZF Fololl A Cyclosporin A X2 3 LA 54 #44 ¥F 19

ZH5 43 mEg/L, 84 ¥4 110 mEq/L,
Z ZY2HE 363 mg/dL, & ZF 7.8 mg/dL,
1.3 mg/dL, 8% 122 mg/dLelAith
L2H]ZF 1.020, pH 50, &% 3+,
24 3+, RBC many/HPFolith 24417 A
oA YalerS 9800 mg/dayolT Cer 65.1
mL/min/1.73 m*o]$lt}. CsAel ¥% FEi 238
ng/mLe|th. HadAL 2 AHE HAL WY
G Alge o ikt gEE oA sl
Bolx] ghokov ¥ Ar|EEAY

[} =
ZGPN 5 FHY 2 FFQ DA 9

cardipine & #4331 angiotensin receptor
antagonist®} «i-adrenergic blocker® HW3X]
# 3hEA "beke zAstch 57HE &, el
3 = Ar|EHAY ZdAA oA
225 9leH(Fig. 2), A4

&
2o Qe Adold. 4 AaE A =

3
o)
bl
ol

Fig. 1. Magnetic resonance(MR) using TZ-weighed images showed multi-
focal high signal intensity lesions in both parietal and occipital lobes
(arTows).
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Fig. 2. Magnetic resonance(MR) using T2-weighed image 5 months later
showed complete resolution of the lesions in both subcortical white matter.
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