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Hemichorea D 5K & 72 2 3L, WMIMEREE, RERE,
JEE VRS, REER LR Eh TN s Y, Znso
S LIRS ST b EETH S Y. IENHB IR
R\ AE S I FE 2 28 B K 2B U 7z & % 2 5 115 hemichorea
TEBIAHT V7 R LICHE SR TwE VY. Zo 0k
1, I ONSEBIRSZE 2 RV, SHBIIRINIEFIBERT (carotid
endarterectomy; CEA) |2 CtZ3#% L 72 hemichorea O 1 5 % # i
L72OTHET 5.

E Bl

FEG] - 71 5%, ik

FFF o HIELAN E TR ORE LB &

BEAERE © Bt e,

FIWHE © XHMARIE, R HEIE 2 L

MIREE = 7% L.

BUWRIE @ 2014 4 11 A4, B BhE 8z o250 3t
LETHOARMBEIZALNDL L) B2 L 2. 20
BREBOFERAH I OHETROND L)1k o7 11
HTRPSIZE R ERMZFICALS &) 28 X, HEiEAw
WZL2HoMMiE T 559 2B EAMI L. 12 HWED S iE
IROBEREEASZFUIESI L, Ao B F B K OVBET/E ) O S AR A A
HRMb TS 2 L9 12 o 72720, FEENEE I AR
L7,

ABEREBIAR ¢ 5 160 cm, K 65kg, I 141/79 mmHg,

WR¥1 54/ 53 - 32, 1R 36.5°C. — M B RAT R L R & 52
WIS SN o7z, MFEAINCIEA BT e h % <
RO &) RN O 5P CIREBN LA E 28 X %
B, KiRZHMASES - 25 EMT - EHMA% BV
HIANG -k, HExRLL L) R Vo AHMEEH IR
LNz, FERIEHTEREERERICET LA ST, ke d
BRI OARBEEES DM BRI R O N a7z WO
TR <, REBIEE SO IS R TR ST, RS b 72
OoNLhoTz.

TRAFT AL MR A CIRm A= 2 <, BERSIEFT
otz —HAALEREA T - FFRERRICEE 2 {, PREMR
LN 7)) &) F145mg/dl, LDL 2 L A7 1 —)b 120 mg/d/,
HDL 2 L A7 1 —)bL 89 mg/dl, #ifX#iX HbAlc 5.7% Tdh >
7o, PukbUfk, U o~ b A RIS, $it ds-DNA PuffidbeE <
Hotz LERTIHIEFHAGTH - 72,

5T L 1 BHES MRL ClE AR # M 2  & AR BEEE 2
BT R EOR AR B R T BR O S 5 A 5RO 728, T, il
& - FLAIR {5 TIIBH AT ZE R A2 MR I ZE (L1500 &
N ho 7z HZENMRA TlEA BIRZEREHIT R O N o
7278, HNSHEIIR (internal carotid artery; ICA) 7 5 FR KN E)
Bk (middle cerebral artery; MCA) (227 T 2SAEHIE C©
H Y, SHH MRA TIIA7 ICA 45 IR 5 |2 BEAR 22 5 B &
M, GHES MRA CORARIIAT ICA AN RN & & 2 b7z
(Fig. 1). $H#IIR = 7 — T4 ICA |2 European Carotid Surgery
Trial (ECST) #:C 82% -North American Symptomatic Carotid
Endarterectomy Trial (NASCET) {%:C 73% O & EEfkZ2 2 7.0,
WA fie AL EE 404 cm/s - JEAR A MG A EE 211 em/s &
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Fig. 1 MR images on admission.

A: Axial diffusion weighted images showing small hyper intense area in white matter near right cerebral ventricle posterior

horn and right frontal lobe. B: Cerebral MR angiography image showing hypoperfusion of the right internal carotid artery and

the right middle cerebral artery. C: Cervical MR angiography image showing right internal carotid artery stenosis (arrow).

head side

Fig. 2 Carotid ultrasonography image of the right internal carotid
artery showing stenosis with low echoic plaque.
A: Major axis image. B: Minor axis image.

e LA S N (Fig. 2).

Xenon-CT T3 Z##HF 0 cerebral blood flow (CBF) Z/H
FIIR SN > 72H%, acetazolamide B4, FRTEAZE - M
GHTE - AL O MR T eI T 25/ S 47z, i single
photon emission computed tomography (SPECT) ##: (**I-IMP
EVE) COARIEHGE, MIBHYRE K OBHTATE O B2 B{AH,, AR
BHIB O MR T 2 2o 7 (Fig. 3).

BRI © ANFERZEB I LT e F—)b 2mg/ HD
WIRZ BIMG L =D RIZZ Loz, 20 ¥ 7 L)V 75mg/ H,
7AY) »100mg/ A, T ANAY T~ 5mg/ HOWIREIT-
72& A, AHEESOEEILZEHIZEAD L, B oA
BB~ HICHEIR S W B & o7z 20154 1 Bty
\ZHCEAZfTo 7o 8 2o, D O AR EER X T 2IZH A

LZD%ESRT 52 ik o7z, CEA #IZMIMFE SPECT
EEML-E 2, ARBEERICE S N Tw 2z i~ A5k
# LTz (Fig. 4).

£ =

AAEBIIE hemichorea % £ U 7251l @ ICA #e%2 & £ v, i
ST/ B O hemichorea & F84E L 72, $HLI/IMEHI B L VA
55 OWIRIZE DR FE L, & 51245 ICA @ CEA %
IR OTE & & IERANE R L2 2 &, ANSaBIIRE
72 L4412 hemichorea D R [R & 72 ) Z 2 5 EATFRDO H L7
otz Ers, ANSHEIIRKAE I X 2 MR T 28K T
hemichorea 734 U7z b D L&z b7z, 7B, KIEBNIEAL
TR RS LSV CHE R BEN o722 &,
FEIRASHERE ) TR L TWb 2 &k &9 O REF OIE
714 limb shaking Tl 7 < hemichorea & % % 7z. L% L, limb
shaking DIFHE I IMFE DK T ARG L Tnwd &z bh
BT Edrs ™ AHEIAH limb shaking & FHL L 72HEETH %
THEMIITRE LR R\ EE 2 51D, BHE MRS TN E
BB LA RTERER T IARE D TR O N0, EA
INTH D Z &%, FEEAL 7 & hemichorea D JE KR & 72 1) 15 % ¥
e lZ—% L &5, 235D hemichorea D JFIA Tl
LTwkEzZ oz

Hemichorea D JF K & L Cld, 2L % BEE$ 2 P& HE =L
IS, 2 56 PEmi{LER, Sydenham's chorea 7 & D S &,
EEIESHEGERE, IR b S IEE 2 SO S i Tw B VY,
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Fig. 3 Single photon emission computed tomography scan image on admission.

Single photon emission computed tomography scan image ("*I-IMP qualitative) showing reduction in cerebral blood flow of the
right frontal lobe cortex, the temporal lobe cortex, the parietal lobe cortex, and the basal ganglia.

Fig. 4 ™IIMP single photon emission computed tomography (SPECT)

scan before and after carotid endarterectomy.
A: ™I-IMP SPECT scan before carotid endarterectomy. B: "*I-IMP
SPECT scan after carotid endarterectomy showing the improvement
of cerebral blood flow.

o 185 5 5 74 L2 364 L 72 hemichorea (341K 0.54% ™ &
Tdhb. Lo L, Dewey 5 id hemichorea % A= U 7= 14 Bl &
I B THIEMMERENERN CTh - 2 L HELTHBY Y,
hemichorea DA & L CHMIME RS IIEZTH 5.

Chorea DT —EMIC—UGEBHEF & RAEE, Bif%, A
BRNED - AVE, SURTAZ, HVEMIREEE & v o 2 BRI o i

PO E N LM A v N7 — 27 Tdh D KA E KNI
1)V — 7" (Alexander-Crutcher-DeLong ® )V — 7)) HEE I
HIETHELDZEEZLNTVS Y,

MM 855 12 £F 9 hemichorea D FATLRE (L, EEHOBURT
Bite EORIEHIRENZ CHE ST W7 Ll
Piccolo 5 IZAAHZEANE K & 72 > 7 chorea SES 20 D 5 H 5
A%, BURICERIREN B > 72D 2 IOATH o728 LT
W KRR Y, SEBY % S B T H B R
BT OREONERE %5 EOWELDH Y, Bx 2RI
L BWEDD B,

Hemichorea O J§[K & 7z 2 I I EE & L Mg, Bk i
DA b SHES - BFENO TREIIREZ2 I L 5 M T 235
0, HRINENIR R NSHBIIRAEZZ R b R b 0l OFEG] A3 &
NTWwb 2, ICA #7220k - 72 hemichorea FEBIIE, JT4E HA
RHE 2 EHT DT & HULIAER & AT 13 IER (B 1k
1060, M3 6. FHEE 705 + 8.0) OMEARASNL
(Table 1). Ziuid, BEANZEBBIRKEDST VT AL
LR L CW AW H L. B, ML T YT AL
LN EDHSN TS B R L R D hemichorea x4 U5 &
EDE SN TWD P, O BBFICIEED BT R
51314 P hemichorea (2 B33 2 5 SC O T, NSHBIIRFE AT
WZRRJR L 7o gk 7g & &8 R AIEINATIE 2 A LAAEEIZZ W H R
LWL, 77— AL A FEE RO SE G & TN ER B
MR TEERLTBY, KL THEOHEZ FREL 7.
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Table 1 Cases of hemichorea induced by ICA stenosis.
Case Age/ Locatlor} Location of infarction Blood reduction Treatment Therapeutic Blood flow after

Sex of stenosis effect treatment

Waterston JA, 60/M RtICA Rt centrum semiovale. ND ND ND ND
1990
Fukui T, 75/M Bil ICA Rt fronto-parietal subcorti-  Right frontal convex- ND ND ND
1993” cal white matter and ity and the centrum
centrum semiovale. semiovale.
Shimizu T, 72/M Bil ICA T,WI hyper intense area in ~ Bilateral cerebral Bil CEA Hemichrea ND
2001° bilateral cerebrum white hemisphere. disappeared.
matter and basal ganglia.
Kosakai A, 48/ M Lt ICA Small DWI hyper intense Rt ICA area. Antiplatelet and  Hemichorea ND
20002” area in watershed of anticoagulant improved in few
bilateral cerebral parasagit- drugs days but did not
tal section and subcortical disappeared.
white matter of It ACA area.
Morigaki R, 75/M Rt ICA Small T,WI hyper intense Right cerebral CEA Hemichrea Improved after
2006” area in bilateral corona hemisphere. disappeared in treatment.
radiate. 24 months..

77/F Rt ICA Small T,WI hyper intense ~ Right cerebral CEA Hemichrea Improved after
area in right head of caudate hemisphere. disappeared in treatment.
nucleus, bilateral basal 18 months.
ganglia, and semioval
center.

Galea I, 72/F LtICA No infarction. ND CEA Hemichrea ND
2008” disappeared in
6 months.
72/M Lt ICA Left posterior parietal gray ~ND CEA Hemichrea ND
matter. disappeared in
2 weeks.
73/M Lt ICA Left anterior parietal lobe. ~ ND CEA Hemichrea ND
disappeared
immediately.
Pareés I, 81/M Lt ICA No infarction. Left thalamus and CAS Hemichrea Improved after
2011 putamen. disappearedin  treatment.
3 months.
Kim DW, 67/F RtICA Small DWI hyper intense Subcortical area of CAS Hemichrea ND
2013" area in right frontal lobe. right cerebellar disappeared.
hemisphere (do not
include basal ganglia).
Kodera'y, 73/M LtICA/ No infarction. Right cerebellar CAS Hemichrea Improved after
2015 Rt CCA hemisphere including disappeared in treatment.
basal ganglia. 5 months.
This case 71/M Rt ICA Small DWI hyper intense Right cerebellar CEA and Hemichrea Improved after
area in white matter near hemisphere including antiplatelet disappeared treatment.
right cerebral ventricle basal ganglia. drugs immediately.

posterior horn and right
frontal lobe.

Bil = bilateral; Rt = right; Lt = left; ICA = internal carotid artery; CCA = common carotid artery; ACA = anterior cerebral artery; T,WI =
T,-weighted image; DWI = diffusion weighted image; CEA = carotid endarterectomy; CAS = carotid artery stenting; ND = no data.
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b 3HH D, R IZAEZED 7 < & b hemichorea & £ U
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KR RN ER L — 7O TlE, MERoKY
oo — 0 HNREIRIME, HURTAX, REERNET - B
REFEH L, IR KN - % #0194 negative feedback loop
DL, ALEREBZHT 28 X2 LTwa 22,
Chorea I ZFEHOWFN 2D OEEIZL VAL ) B &
HRENDLAY, 2N S ORI W THETEO R %
179 BURT B 2 E ORI ZE DS 7 { & b chorea 234 U
Twb. MRI TESZLDA U WO SR O 234
U CHREMOBEZEE LTV Y HEHE D O REE~
P SN DR ERIMFA R T CHE SR TWA Y, i
BT S B P 228 U O 3R e S 72w L
THEFHIZ 2 > T % ¥ & v o 72485 % hemichorea O 5L A & #E
WENTW5B,

AAEBITIEAT ICA B SR A2 12 & ) IR % 5 < ORI
BRICIAH 2 MR T 2520 CHE Y, EIEZO MK T <
TR P & BEGAR AT ST S I 5 FR 1% O ML T A% negative
feedback loop % FH% | hemichorea % /£ U7z &R S 5.

ﬁi e

PNSEEIHR S %2 124 ) hemichorea DRER] % #EE5R L 72, YHEHY
AT FHEEAT 70 & OPNSHBIIRAKAZ 1203 2 16981 & 0 JRIfie 2
YEEL, ERBHERLTBY, WSR2 X 2 I
T 7% hemichorea D JE K & & 2 &7z, MIMEREIZ X 2
hemichorea DIFREX BfFE 2 9 2 THEZIEM & E 2, 5
L7.

KRG OZFIE, 5 96 0] H AR S E - TUEH 2 THEL,
S EHEEEE IS I

MEEF BRI L, HRTRE COLREEICH 5 3, Al
fk, HEEVWINLIEDY FEA.
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Abstract

A case of hemichorea caused by right internal carotid artery stenosis

Kazuki Muguruma, M.D.", Atsuko Motoda, M.D.",
Takamichi Sugimoto, M.D., Ph.D." and Takeshi Kitamura, M.D., Ph.D.”

YDepartment of Neurology, Chugoku Rosai Hospital

This is a case of a 71 years old man. Hemichorea appeared in the left half of his body in the middle of November,
2014. Minute hyperintense areas in the white matter near the posterior horn of the right lateral ventricle and in the right
parasagittal frontal cortex was shown in MRI diffusion weighted image. Severe stenosis was seen in the right internal
carotid artery, and reduction in cerebral blood flow of the right cerebral hemisphere including the basal ganglia was
shown in single photon emission computed tomography (SPECT). After having carotid endarterectomy of the right
internal carotid artery in January, 2015, hemichorea disappeared, and the cerebral blood flow of the right cerebral
hemisphere improved. It is known that hemichorea is caused by the infarction of the basal ganglia. In recent years, some
hemichorea cases are reported around East Asia caused by internal carotid artery stenosis with reduction in cerebral
blood flow.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:509-514)
Key words: hemichorea, internal carotid artery stenosis, carotid endarterectomy




