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Fig. 1 Brain MRI and MRA findings of the patient 1.
A: Diffusion weighted image (DWI) (axial, 3.0 T; TR 6,000 ms, TE 91 ms) of the brain two hours after onset of stroke shows high intensity
area of the right MCA-territory. B: MRA (axial, 3.0 T; TR 25 ms, TE 3.69 ms) of the intracranial arteries two hours after onset of stroke
shows vascular occlusion of the M1-segment of the right MCA. C: Fluid-attenuated inversion recovery (FLAIR) (axial, 3.0 T; TR 12,000 ms,
TE 114 ms) of the brain one day after onset of stroke shows high intensity area of the right MCA territory. D: MRA (axial, 3.0 T; TR 25 ms,
TE 3.69 ms) of the intracranial arteries two hours after onset of stroke show vascular recanalization of the right MCA.

Fig. 2 Brain CT findings of the patient 2.
E: Brain CT on admission doesn’t show abnormal finding clearly. F: Brain CT on the 7th hospital day shows a
hypodensity area in the left cerebral hemisphere.



58 : 644

BURIREECTH - 72

EIRFEL D FE USRELH BT EICHEI RN E, FH
BEARE Rodz, BHEIEMII T 2 HEEH 5 7205
(bbb ] [LAEW] ZEDSHELHY R L TV,

MRS T, FIIER 12,750/, CRP 2.56 mg/dl TdH - 7.
XMEETIL, MR EEIERO R - 72, LT o —
DOFEEERHERIL 38% T, LML <, Ay —LEXT
LT AME) %GR 7% A0 o 7.

B CT CTHEM %3007 (Fig. 2E), 4, 5 HHi X ) EEE)
BINL T2 &b, BRI — R 2 Eallit® & % %,
PAEFIES., Wil % 47> 72, AR O BB O A D FEGE
B RGE L7272, ABE7 HEICEHRSCT # MM L7, A&
PP R BB R B4 2 S R L B s % 3200 (Fig. 2F), i sk
WRESE L BT L7z, 7T AE) &S L, MEEORILR
<HEB|L 72

z =

DMD 2BV TINZEA R 32 L IdfMTld e, 14T
665 A5 A Y, 400 AAET 4 NIZFIE L 72 & OEDH 5 2.
45 AT OREHTIX, 10T AH7D) 14T 8.7~21.0 AD
FehEL SN Y, DMD B TIIZEREIR S\, $ 72, ER) 2
D L) I EOIIEIZRMN NN &b H D) EEDOIEIE
FIILVEWEHEESIND., T/, MERED % ifT S
BEEGILWE SN THEY Y, BHICHEE 2RV 5 2
ELREITH D,

SEF) LI DRI ERRE & % 2 S, ER) 2 138 MRA
g LW v, SERIEAHNZERE (embolic stroke of
undetermined source; ESUS) |ZJE\WVREER 5t - 72. DMD |2
BT B A ZEG DS & LT LU, DMD 0% HE B AT O
FEIRERF DTG SN TB Y Y, BEEEHIR AR R Il AR AE O
59 BMBOERMEEDOY 22 b LRT LY. F7, HifisE
DI R 2 E AL LR O—H & o> TWAIRELER ), O
PEREIR T 12 & 2 BFEMIARE IR S Tws 7,

Al 2 FEBNLIERFE O SGE EG |2 B H o fE s TN SR
BIHE L7z, BUMIEIZE S 2 W ORZEES T, B
REASTCHE L2EMEY) 2 7 DS RSB 2 MRS hTHBH ¥,
REBIA AL DT 2 7 72 FEMEAE 2 5114 . DMD
TIEEGINT, YRR &) QlEERER LY,

FRPR 22 584107 (2018 : 10)

SFETHSHN TS DMD 2B BEEIEFICMA T, #Y
R RABEEGATZED ) 27 &7 0 9 A b Lk,

DMD (23§79 2 Prlitie ik o 3 2 R IIR ST v,
FEBI 11, FEaE D O (e 7 R - IS NG O #5 T d -
7o 3G & TR R 2 R IE B s & IS/ &I S A7, SERD 2
(3 ESUS 12 LIUIAMEE DB S W2 225 0 7 2
V) &G L7, DMD IZBIT L g, f 4 OdFIkIC
& U7 iR ERE IR EETH Y, T - EOBE D S R
FHOVEND 5.

MEBAEICRRICME L, BRTE COLRIEICH 2 3, 4l
M BRI CTFROED A,

X #

1) Hanajima R, Kawai M. Incidence of cerebral infarction in
Duchenne muscular dystrophy. Muscle Nerve 1996;19:928.

2) Winterholler M, Hollander C, Kerling F et al. Stroke in
Duchenne muscular dystrophy: a retrospective longitudinal
study in 54 patients. Stroke 2016;47:2123-2126.

3) Marini C, Russo T, Felzani G. Incidence of stroke in young
adults: a review. Stroke Res Treat 2011:535672.

4) FWEMF, /e aE, JIIFFE FE. Duchenne #fi Y A b o
7 4 — OB EMERICHIRE. BRI 1997;37:374-378.

5) Kimura K, Morita H, Daimon M, et al. Prognostic impact of

venous thromboembolism in patients with Duchenne muscular

dystrophy: prospective multicenter 5-year cohort study. Int J

Cardiol 2015;191:178-180.

FOHEFIME, AR W, SPIGE S-S, REERPE D HAEEIC XD

BEE R AR OTEEAL D F2 5 1172 Duchenne #ljj 2 A b o

74 =016l BRI 2003;43:274-276.

7) Saito T, Yamamoto Y, Matsumura T, et al. Coagulation system

6

i

activated in Duchenne muscular dystrophy patients with cardiac
dysfunction. Brain Dev 2005;27:415-418.

8) Violi F, Cangemi R, Calvieri C. Pneumonia, thrombosis and
vascular disease. ] Thromb Haemost 2014;12:1391-1400.

9) Birnkrant DJ, Bushby K, Bann CM, et al. Diagnosis and
management of Duchenne muscular dystrophy, part 2: respiratory,
cardiac, bone health, and orthopaedic management. Lancet
Neurol 2018;17:347-361.

10) Hart RG, Catanese L, Perera KS, et al. Embolic stroke of
undetermined source: a systematic review and clinical update.
Stroke 2017;48:867-872.



OB IRY A I FERE % 38 L 72 DMD 2 JEf] 58 1 645
Abstract

Cerebral embolism in Duchenne muscular dystrophy after respiratory tract infection
— Report of two cases

Yuhei Hasuike, M.D.”, Toshio Saito, M.D., Ph.D.”, Tomoko Saito, M.D., Ph.D.",
Tsuyoshi Matsumura, M.D., Ph.D.”, Harutoshi Fujimura, M.D., Ph.D.” and Saburo Sakoda, M.D., Ph.D."

UDepartment of Neurology, NHO Toneyama National Hospital

We report cerebral embolism in 2 patients with Duchenne muscular dystrophy (DMD) after respiratory tract infection.
A 31-year-old man (Case 1) was admitted to the hospital because of an upper respiratory tract infection, then suddenly
developed left-sided hemiparesis. Transthoracic echocardiography revealed an intracardiac thrombus in the left ventricle,
and, under assumption of cardioembolic stroke, oral anticoagulation was initiated. Case 2 was a 36-year-old man who
developed dysphasia after increasing sputum. Based on brain CT scan findings, we confirmed a diagnosis of cerebral
infarction. There was no recurrence in either case. Both cases developed cerebral infarction due to embolism after mild
upper respiratory tract infections. DMD patients have various risk factors for thrombus and embolus, while physicians
should also be aware of possible cerebral infarction and other coagulation disorders irrespective of respiratory and cardiac
therapy.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:642-645)
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