AEBIER &

49 : 191

AN XY NARRIC 28 & LT E 5 & Reversible Posterior
Leukoencephalopathy Syndrome % %2 LU 7= 21 &5 E ]

M EilEr H i B

2 R (1 R

fA s

EE EFRAREM=XMERD 21 MOBHTH 3. HILINTEED (CBZ) DRARFIBEICT HPHICEH

RERL D, aRICIES ERL, BEEEEREL .

ERES MRI THERIDKEREE, FIRES JCFHEEICHE

BEZESA LS, SIMEICE DL D reversible posterior leukoencephalopathy syndrome (RPLS) &KL 7-.
BEEESLUCRATOS NRETEEEEESEL 24, BERNOREIEFR T2 TH Y, CBZ RARFIEICTIME
IFIEFEEL /-. CBZ B TEMEZE/~LA-HEEIEhTHY, ChETICRPLS #2652 LAwERIIZ AV, I

ELROEREHELTCBZ HEEBTILEN$ 5.
(BRER##E, 49 :191—193,2009)

Key words : 77 )V s E ¥ ¥, @EIUE, RPLS, $R5etk= Ui

FUBHIC

A WIS LKV (carbamazepine : CBZ) 1&, TADAR=
ARG L HERR THA SN A TADPAFED 1 DT
H5H. ZORWEH & L TOBIMEDOHE 1Z4 %\, CBZ HiFl
TEWMARME A% X272 L, € OiH Reversible Posterior
Leukoencephalopathy Syndrome (RPLS) #BZ L7z&# 2
LN DHREGIZFEBR L 72O THET 5.

E Bl

B 21 0%, Bk, K¥4.

FFR - B O A

BEARE - /NERGE (R 14EE T).

KIRRE  JIEZR L. MRS HS 2 L.

AETEIEE BRI, WRE L.

WHE R L.

W SR 20 4F 3 H A & 0 AR, G EVEICRERD
BORSHB L7, ZO07DICBRDENTER ko270,
FEREH S 7 HEEIC KBNS ABE L 72

BUE © Bk 163cm, fKIE 51kg, IiUE 110/60mmHg, —#k L
AT RICEEEARE D RP o7z

ffﬂH‘%E’JFﬁ% HAEW. A Z MRS 2, 3 BRI
trigger point % A3 5 FBVEWEREH 0. EEHR, DR, B
5, BAARSRICEEIT AR L.

MAFT R © M A<Tld, WBC 11,400/ul, IgE 2,057mg/d!

L LA ERL DTN, ME, —BAE s, BER, RERT
TIEHTHo 7. BERMADIEHW TH o7z, ABERKFOIHES
MRI TIIEREFTRE AL Db o7z,

ABEfefdd SR = Em e ML, ABRWHID
CBZ 200mg/H 0¥ 5-# B#E L, 4 3% HIZ 400mg/H T THY
& L7z, CBZ WHkBHEAH:, FIIZHM L A3 HL ?é g &
ofz. —HT, AR IE EAAA SN, #5595 H 121 170/
126mmHg ¥ TLA L, D% b SIMED 72, _dtl‘{-tf%“lm
JEDFER O 725 DN IRAS T, sSEAFSR O METUHE (/
V7 KLFY > 118ng/ml, 7V KAF 0¥ 628pg/ml, L=
UM 4.2ng/ml/h) AL D SNz BElTa—, EECT

TREIFICERETRZAL O L o72. £ 8HHICHMOI
RS 5 SUBAMET L7z, MR 7 ¥ &= 7IZIEHHPHIN T

HY, KEBEMRE, SRBYAMIEZARSNZED) 7. CBZ
D Ui B 64ug/ml L IEFILTH o 72 Bk L 6~THz
D OWEDRAN A SN, RIEH, Af2E %L, Wohik
PR X A & D h o 72, 4 9 9% H OFEEE MRI T, 1l
MOBIEAZE, TSRS X ORI TR R T o —ER IS
T3 F % (T2WID), FLAIR(ZA CHREBESHRE L2 A L ® 7’_
(Fig. 1A). [FEBALIE oL HOR 15 (DWI) TIESE 5, ADC
Iz ER- L (Fig. 1B), # KV = A& B3 RiE %<,
INSIFMEFEETELE Z 2 S5hi.

T LE 256 < BIC B EZ 2 L, 2 MRI it RS20
53 RPLS % ) 7205, BHHIZ=H VI ¥ Y 2mg/BE Ok
PGB L, FICAF L7 F=v'a ¥ 1,000mg/H D
JOV A E S HBFA L2z B2 H L Y =Ty
L7420V Y 5mg/HOMRICET L7z 45 15 W HIZI3E

*Corresponding author: B K&K Z bR MRS (T371-8511

BB R B P
(ZHHH 20084 11 H 19 H)

RS DL AR T REAINT 3—39—15)



49 : 192

FRERHHIESE 49% 4% (2009 4)

Fig. 1 MRI images 9th hospital day.
A: FLAIR image. (A; 1.5T TR/TE 9,000/129). Diffuse high signal intensity lesions were detected in
the bilateral fronto-parieto-occipital subcortical white matter.

B: ADC image demonstrated high intensity in the same area.
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Abstract

Reversible posterior leukoencephalopathy syndrome associated with carbamazepine-induced hypertension

Natsumi Furuta, M.D., Yukio Fujita, M.D., Akiko Sekine, M.D.,
Masaki Ikeda, M.D. and Koichi Okamoto, M.D.
Department of Neurology, Gunma University Graduate School of Medicine

A 21-year-old man developed idiopathic trigeminal neuralgia, and was admitted to our hospital. Although neu-
ralgia was promptly resolved after oral carbamazepine (CBZ) administration, he developed arterial hypertension
(from 110/60 mmHg to 170/126 mmHg) followed by consciousness disturbance several days after the initiation of
carbamazepine. MRI T2-weighted, FLAIR and ADC images demonstrated transient hyperintense lesions of the
bilateral fronto-parieto-occipital subcortical white matter. These lesions showed isointensity on diffusion-weighted
images. Since these alterations suggested the presence of vasogenic edema induced by hypertension, we diag-
nosed him as having reversible posterior leukoencephalopathy syndrome (RPLS) induced by hypertension. Persis-
tent hypertension despite the administration of various anti-hypertension drugs finally improved after oral CBZ
therapy was discontinued. Therefore, we considered that hypertension was induced by oral CBZ therapy. This is
a rare case in which high blood pressure was caused by CBZ. There is no previous report of RPLS induced by
CBZ administration. Further investigation to determine whether CBZ is capable of causing arterial hypertension
is warranted.

(Clin Neurol, 49: 191—193, 2009)
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