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Fig. 1 Brain MRI on the day of admission.

MRI 3 T; A-F) and MRA (G) showed acute cerebral infarctions involving the left insular cortex and parietal cortex. Lesions are indicated by
arrows (A-D). Cerebral blood flow was increased around these lesions on ASL imaging (E & F). A & B, DWI; C, T,WI; D, ADC; E & E ASL;

G, MRA.

=T, LDENIRIMRE SR b o208, EREKHTL
37% LA, FEEEIRINE 7 EOBMBIZ SN TV, Bl
FEORRINZOWTIL, B MRI Tl O MEIN AR TE % 5E ) 754
Thol%, LEEEHY A7 ERIFE HEEN, EBRIFER
B DO BXEEARAE ® & BT L 72.

ABERGE - SRS HIEICN T2 5B 0OEEYEE L
PUA/IMEEE (7 AE Y » 100mg) ZEA L7z, Abetk, JEH
AEENIREREICSGE L, ABESE 5 HHISHER L. 20%E
BEB O, ARS8 HHIERE L7z IFtsemE
L) R Pk 14 H BIZIRIEFAL L, EHEDSEebh 7.

z =

HEBIOFERERN I ERMOIE T, BMINEED B
B ETHTEIER B b7z, MICARE S EE) O JE KA 2
ENGhofzl & &Y, ZOMIEZERZE D FER EE) & BIE L
T el SN, NEZER PO M3 EmL <80, i
BRI F OEEIPEZEAL O BHGES) IC IS L 72T RetEA D 5.

Jibi 2 P AN 7 S B X SR I A P B 0 0.4~1.3% 12 A
SN ENLIEIRTH 5 V2. SHBI %5 Lz o0 V2
Tld, #h2NiEZEEE 5009 ADOK 56 A, 2,500 ADPK
29 NCAMELEE)2SH S, TNHREEE) O ClEFE i EE) L
FNEFEN20 A (35.7%), 11 AN (37%) THhotz. F7z,
FEBICHI L ARSI O ) B SEFRESNII AR D X
A B EWEIIE ot 1Y,

BEHGEE) % A U RIS OV TIERE A 22D 5.
I 26 0 2 S S ) % 2R U 72 29 SE B CHEER CT 2 Mt L7
WG 2 TlE, BRI STIEER T - HRRIME IR S AL E
DOHEREIZ L o THE UERNNE ozl _XTnw5 . TH
# MRI TOMEHE, BUR, KT, Ly AZoBEIZLY
BERSE R L0 L ENL. INTETORL DKL 2
o, B FIIHIEER B OREIC L o THEENE
By a E U7ERNT O BIFFFE L7239 7, 2D 9H b 4 BlILER
BoRZ, 3PNEERE LHEEEOMWRE, 16IIBHTETE DN
%, 1B BRE % & O ORE 997 Tho 7.

KA G KM E 2 5 AT %520, 2 CRES
THERIIBURZ A L CRBGEBI R ISR S &) v — TR %
e L Tw5, #MEGEBI MR, KIEEZRIENO AT
RSN 2o GREERNE - WINEE) ozl
2L B EEZ SN TWS. Tractgraphy (2 & AHF7E T, B
BE B L OBHIERE R B, BUR, Rk, RBIRE, Rk,
B, A%, REERE OBIEERAES S 2 10 Z EHTREN
TW5, INHOHEEHMEL N LT, SRIORE DKM
W2 2 A S D% BT L 7o, BEESEEAME U7
EHER SN

KRB & 2 BBl L, KM ERRA IS & 5 2%
PHEB L) QBRETF ARV SN TS Y SEER D
IHE S H HTREIRDSTEEL L TEB Y, —BRRYZ2 MMM - tkee
DBEACHTEBSEBEIR B L 72 & S sz,

ABEEES) & AR T 23 ED DR VERE - HIEERED



KB - BHTHZE Rz A ZE 12 X 2 SR )

AR ZENC & o TRl OB ER 2 £ Uz LS5 16l%
BERL7-. N CRBEREER O FBUIE KL A [ o
EEATRH SN T E 7275, T ORI B DAL OREE -
HENEOZAIC & ) A EE A U 2 Wik 2VRIE S
72 WEOMHO 20121, Wk ZEFOEESVE L E 2
b7z,

MEBEBICRRLICEE L, BRTRE COLIRIEIZH 5 i3,
Mgk, HEROWIThLED A

X ®

1) Alarcén F, Zijlmans JC, Duefias G, et al. Post-stroke movement
disorders: report of 56 patients. ] Neurol Neurosurg Psychiatry
2004;75:1568-1574.

2) Ghika-Schmid F, Ghika J, Regli F, et al. Hyperkinetic
movement disorders during and after acute stroke: the
Lausanne Stroke Registry. ] Neurol Sci 1997;146:109-116.

3) Etgen T, Winbeck K, Conrad B, et al. Hemiballism with insular
infarction as first manifestation of Takayasu’s arteritis in
association with chronic hepatitis B. J Neurol 2003;250:
226-229.

61 : 493

4) Lemieux F, Lanthier S, Chevrier M-C, et al. Insular ischemic
stroke: clinical presentation and outcome. Cerebrovasc Dis
Extra 2012;2:80-87.

5) Chung SJ, Im JH, Lee MC, et al. Hemichorea after stroke:
clinical-radiological correlation. ] Neurol 2004;251:725-729.

6) A2 B, BEARIEA. BHTH OHERGES) & B EE) T 5
L7z, REEE S & CRBETHEOLEMERZERRED 1 6.
i R AR 2006;46:415-417.

7) Carbayo A, Sarto ], Santana D, et al. Hemichorea as
presentation of acute cortical ischemic stroke. Case series and
review of the literature. J Stroke Cerebrovasc Dis 2020;29:
105150.

8) Hart RG, Diener HC, Coutts SB, et al. Embolic strokes of
undetermined source: the case for a new clinical construct.
Lancet Neurol 2014;13:429-438.

9) Suri R, Rodriguez-Porcel F, Donohue K, et al. Post-stroke
movement disorders: the clinical, neuroanatomic, and demo-
graphic portrait of 284 published cases. J Stroke Cerebrovasc
Dis 2018;27:2388-2397.

10) Ghaziri J, Tucholka A, Girard G, et al. Subcortical structural
connectivity of insular subregions. Sci Rep 2018;8:8596.

Abstract

A case of hemichorea due to insular and parietal cortical infarctions

Kosei Maruyama, M.D.”, Ai Suzuki, M.D.?, Hitoshi Mochizuki, M.D., Ph.D.",
Kazutaka Shiomi, M.D., Ph.D.? and Masamitsu Nakazato, M.D., Ph.D.V

D Division of Neurology, Respirology, Endocrinology and Metabolism, Department of Internal Medicine, Miyazaki University

A 70-year-old man visited our hospital with a chief complaint of involuntary movements, diagnosed as chorea,
involving the right upper and lower limbs. Brain MRI showed acute cerebral infarctions involving the left insular and
parietal cortices. Chorea is usually due to dysfunction of components of the basal ganglia pathways, such as the caudate
nucleus or subthalamic nucleus, and is rarely caused by lesions of the insular or parietal cortex. Here, we describe a case
of cerebral infarctions in the left insular and parietal cortices and chorea of the right limbs, and discuss the relationship
between the mechanism of chorea and insular and parietal cortical lesions.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:491-493)
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