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A Case of Cyclosporine—induced Reversible Parkinsonism

Jong Hwan Choi, M.D., Hyon A Yi, M.D., Hyung Lee, M.D.,
Jeong Geun Lim, M.D., Sang Doe Yi, M.D.

Department of Neurology, Keimyung University School of Medicine, Taegu, Korea

Abstract : Cyclosporine A (CsA) widely used for immunosuppression has been associated

with various neurologic side effects including postural tremor, seizure, headache, encephalopathy and

Parkinsonism. However, there has been no report describing CsA induced Parkinsonism in Korea. We

described a 41-year old woman with cyclosporine induced Parkinsonism characterized by bradykine-

sia, cogwheel rigidity, postural and resting tremor. She had been received CsA for a few months to

prevent rejection after renal transplantation. There were high signal intensities in both putamen, sub-

thalamic and caudate nuclei on T2-weighted MRIL. After discontinued CsA, her symptoms were dis-

appeared.

Key words : Parkinsonism, Cyclosporine A

N B

Cyclosporine A (CsA)+ 1978 Calneo} A& 02
27] ol Aol A8 0| % AB7AA 4% 47| o4 %
Hebg 5 e AR RS A7) A8 A E=
73 23 W o A A o]t Calne er af., 1978). CsA
AHE BHAF2) 40% ol Aol A Al A A F&go] HilE]
9 tHGijienbeek et 4/, 1999). o] & 7}3 A zbst Al
AgEsezs Adq $9dY3 3

[¢] 5]
(reversible posterior leukoencephalopathy syndrome)

Moo R

o

ojml 19 ulgy YHHEF, A4 FITL, FHYR
33+ 9 g2 AAHE Fo] ch(Adkinson ef al,
1984; Berden er al., 1985; Gijtenbeek ez a/., 1999). 2| &
A A HARCR CAZF &5 FEAge
H T (Wasse rstein & Honig, 1996)= 1 A9t ZA}o]]
e 544 W 2713 W A MR 20 Bt
2 g9en g ol FuUjof A= of 2 CsAo| &3}
9 LG BE B Yot ofo] AAE
R RERE R = R

™
[
Algststol Al HHE 2l CsAd s &



Aol E2 A 3 i E 7t A UL F 18

g &

=
(bradykmcsna)J-]- k&0 AL —;f—_/.\_i Al z
gt A g AR {%Qi 19981 3Y &
Aol 2 33]9 MEANS dgrtt 20004 3Y 16
AR Alo]AlZ Ajgube & 39 19U H WA A
AZ Y CsA 300 mge Fof okt Aoj4] 1644
Q4 2U R ALY FF EofA Ao HAEHY
o T sty oo Wdo] BAEgon AY
Aol AAH LR APt AFFol UEtA] 49
200l AN 228 2 4 S =2 AT
AEFS Bolrh GA AR FAbd of&o A
2l Aol AL A9 HF Al FolstA BAEHU
ou AAo| vla| ME5F2 AR FYubH A 733!
(cogwheel rigidity)o] & LAlsHA vettoy £
o8 45 427 9 72 SA4L BolA gt Sé 2°‘
ABEE X 27)FE YA T2 FAlA %

ol e 9 Al AE s Folo A A =Y

As B 5 YUh(Fig. 1). o]off %A f¥4 1t

_\i

L o}

123

=
IS o
_]

85

AeF02 AU GAR RHAOL 24 3
AL A Foph. 5Y 44 HE 3}F levodopa-carbidopa
125 mgH-¥ A 23t Yap FFsto} 5E 18Ul
900 mg7tAl ZHsHAOL 34 B40] glol 4 ol 4
699# A 59 23U CAE S35t T2 ¥ 647
el o] TAE Hols] ARAYT 27

HEZol BHEo] A2z gobd AAT AT

A2te CsAS 2 T 2/l dof ZAHA AA3 35
= 51 FA o7k MFFol AR LA A
ol & 2UE =7A $%L AR 24 B
g Ao A9 EUFe] Ye FELE YA
=
a1

BAeZolH 71 Bol B 4+ Ak 2AA2 34
o Eabug BEE 3 42 32424 20
LS PR NPT ENEL
A ol 4ol olal WAtk of 3 Az Aol L £t
Q4 5849 ol 4] ofal $UEIE B EH BHHIL
zoz: og g4 HUEEL 5 4 odon 94
o /] &2 phenothiazine, butyrophenone ¥ dibenzo-
diazepine A€ 2] A AIA %FFo] T thuA ‘ZFZﬂ

Q]
2 43A 9o o]9or 1 FE7)AHE s U

Fig. 1. Brain MRI of the patient. T2-weighted axial image shows high signal intensities on both putamen, caudate

and subthalamic nuclei.
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= AW EEH reserpine, flunarizine, lithium, flu-
oxetine, 5-fluorouracil ¥ cyclosporine 50] §J ch(Watts
& Koller, 1997).
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