50 : 320

REBIER &

Capsular warning syndrome % £ L 7z branch atheromatous
disease D 1

HIO 7" &IREREE Wit FE
BH MR BHEOKEE HAPEERRR

BRI EFIISMRE BHETHS. BERBLVERFFEZERELVLRICHX SO . XEBBESEE AT
FEE#AED, NIHSS X 12 ETH - 7-1°, RERITHICERIIELISEKL . Z0%, 7AEU EANY Y
BE5x25Z -7, AHOREMNREEE —BHEICC UL R LEL -ORBIRMMESBEEZRITL, 51,
ZAAFLOREEBSFTEFRANI O ORFEETEBMU /. BE MRI LR AER TEHR H» 5 KRR ISRV
=ESEEAED, MRA CIREERII G o7/, bt 22 BFRILIRE, BIEMFBIEILHEKL, BEREEFHIITHBED
EWRBIFLERB% & o /-. &PllE Capsular warning syndrome # £ U 7= Branch atheromatous disease &£ z 5
h, tPA, BAFTXX T2 55 O-LBHRAEEIISEHTH - 1.

(ERFRA#Z 2010;50:320-324)

Key words : Capsular warning syndrome, Branch atheromatous disease, —#EPEMMREIMIEME, 2R@MHZE, BEIRAY AL

B AR

FUBIC

Capsular warning syndrome (CWS) iZ A7 L 4 ¥ {4 T
Kz <D H 2 THNEEIRO R MFEIET, Donnan &Y 25RA)
WS LR TH 5. H— @B REIR O NS M3 /E T
DY, TORHMERTREFEEIOVTILREN S TR %R
\». —7Jj, Branch atheromatous disease (BAD) 22l Bk
DAL F 7213 A4TE#8D microatheroma 12 & % M ZFEH 5 %
B AR IR A RS IS 2 Gl BEZE O — iR L L T
Caplan 2388 L 722, S, bbb UIERICZATF L+ 54 7
O BIMFEEE L Y222 L, CWS O E 2 L7z BAD L%
2SN BREFN L TEABERERED TR Th o 72 1 Bl % #%
BRL7-0OTHET 5.

E Bl

B oA, B

R M REE, AR

PEAESE « BRdg &k L.

FIWEEE © SUTWIME, HREZE.

WEAFIEE « B 20 A/ H (24 4E[), Sl HANN 2 4/H.

BURE : M2 CRIEZH{M S Twad, BHETH -
72. 2007 4 12 A X HAFHT 6 Ry 30 IR L DD 12 S &

AETHOBRDZHEE L. $CIKEHEFERL, Fri7
B 00 7024 Bk Skt S 7.

LKA R ¢ R BERRINUE 164/105mmHg, WR3T 68/7> (%),
K7 36.7C LT LA % A&7, SRR IZ IS,
MRS ER I BT A 2 o 72, THRIE 2 & & F, KRSB)IR
A RAFCdH o 7o AR R T, EkIZE Th o 72
B, WG BEE % A & OISR TIRAH O RERIZE L, BT
THENZRR L7z, S8R TS SR R % & L o, B
FAHTILHE L, Babinski KUHIABMTHMETH - 72, EE
AT ETHRICEREOMBIT % AL, KBk NIHSS
312 Tho 7.

BT AL MR TR IR E R % 5 O REFT L 2
ARlOhhol BE-BERTE T4 7Y =5 405
mg/dl LBJE FRE AR L D72, total PALL, 74 7Y Y E
< —HE1K, D-dimer IZWIFN S IEWHBNTH - 72, FBIER
30 MR\ HiAT L 723038 CT TIRBHITRE A L O h o7,
FEAERY 5 BERT2 BT L 72 JEHB MRI 35 508 S i 1% (DWI)
(Fig. 1A) TR D S BRE IR  BRETHREEZ AL
72. FLAIR W15 T2 B BR & KW 1 2= IR o0 R P 28
AR E DN, DWI EOBEFEILM S k) - 72. MRA
(Fig. 1B) T3 A RKEINR 2 5 < T, BEBRBIRICH S D
BIRAEHRE I o7z, TEME L A 5N AL ¥ XH
AR BIROFMIZNMETH o 72 LT T —KE TR
Rid7Ze <, SEBkT o — CTIZAEHBIKO max IMT 1.2mm &

*Corresponding author: & A EH BEARNE (T930-0194 & ik 4 2630)

B LR M e s e A P R
(ZAHH 1 20104E 1 H 7 H)



Capsular warning syndrome % 2 L 7z branch atheromatous disease @ 1 1 50 : 321

Fig. 1 Diffusion-weighted image and MR angiography obtained 5 hours after onset.
A: Diffusion-weighted image (DWI) (15T; TE 100ms, b value=1,000sec/mm? , B: MR angiography

(MRA)

DWI showed a high-intensity region in the left putamen to corona radiate. MRA revealed no signifi-

cant abnormalities.

Fig. 2 Taweighted image obtained 8 days after onset.
Te-weighted image (Axial and coronal, 1.5T; TR 5,200ms, TE 120ms) showed a high-intensity region
in the left putamen to the corona radiate, but a high-intensity region in the corona radiate was
smaller than that showed by DWI on 5 hours after onset.
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Fig. 3 Clinical course.
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Abstract

A case of branch atheromatous disease presenting capsular warning syndrome

Yoshiharu Taguchi, M.D., Shutaro Takashima, M.D., Takamasa Nukui, M.D,,
Nobuhiro Dougu, M.D., Shigeo Toyoda, M.D. and Kortaro Tanaka, M.D.
The Department of Neurology, Toyama University Hospital

We report a case of branch atheromatous disease (BAD) presenting capsular warning syndrome, who subse-
quently showed a complete recovery by the combination therapy as described below. A 54-year-old man with un-
treated hypertension was admitted to our hospital because of dysarthria and right hemiplegia. The NIHSS on ad-
mission was 12 points, but his symptoms soon completely disappeared during examination. After admission ad-
ministration of aspirin, heparin, atorvastatin and t-PA were started, but stereotyped episodes of dysarthria and
the right hemiplegia occurred repeatedly. We added plasma expander, and he thereafter revealed no further
ischemic episodes at 22 hours from admission. Over all, he had 15 times of transient ischemic attack with no last-
ing deficit. The DWI scan obtained 5 hours after the onset demonstrated a high-intensity region in the left puta-
men to corona radiata. MRA showed no significant abnormalities. He had been diagnosed as having branch
atheromatous disease with capsular warning syndrome. The present case suggests that combination therapy in-
cluding t-PA and plasma expander may be effective to BAD presenting capsular warning syndrome.

(Clin Neurol 2010;50:320-324)
Key words: capsular warning syndrome, branch atheromatous disease, transient ischemic attack, penetrating artery in-
farcts, t-PA




