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Fig. 1 MRI and MRA of the patient on admission day.
The high signal intensity lesion in the right striatum (broad arrows) was definitely recognized on MR T, weighted image (A, B). This lesion

showed iso-signal intensity on MR diffusion image (C) and high signal intensity on apparent diffusion coefficient (ADC) (D). The flow void (B,

arrow head) suspecting perforating arteries was recognized in the high signal lesion of the striatum. On admission day, MRA (E, F) showed the

complete occlusion of the right internal carotid artery and severe narrowing at the horizontal portion of right middle cerebral artery (E, arrow).

It was suggested that the occlusion occurred at the upper part of right carotid artery. The arrow (F) indicated the bottom of thrombus.
A; T,WI (1.5 T, axial, TR 4,300, TE 92), B; T,WI (1.5 T, coronal TR 4,200, TE 94), C, D; DWI (1.5 T, axial, TR 5,000, TE 80), E, F; MRA (1.5 T,

TR 28, TE 7.15).

R, DWI CH S amEs, S OIHYMUBETESEIC b B1iF
HGa ALz (Fig.2A,B). MRA Tl&, 47ICA & MCA OfF
AN L TIRTF LB Y, EECOmENARED) 72
A7z (Fig. 2C). ABEHCIZHHTEENESITIZIZHEBRL C
W7z,

ABEfEE - MCA AL E Tolfuimid > A4 V) ARG % /i~
L7z fIENAT TR TB Y, S To ICA DIATHE L
ANEE LWL 72 MCA SRZR (X SEMMERSTE & % 2 S, DLt
PO MET L7228, AR d 2Rtk iE 4 7% <, £721CA
WD b Z R LR RGEBIZE L 72, £ ICAIEMZEL
-E FCHBEIZL 2oz LA LZEDOHEO MRI THZESE
DYEKIE 7 <, MRA TH MCA O OUEE A L7, %
fEEE ) NE ) CEBFREITIZIZSEE L, ABE16 HHIZH
TR L o720 6 2 AHROFET, MRIE({§ Tl #5EK
ZBRIBVE V23T B & Mk o Zm (BRI 2L, 72
HNSHEIRIIPAZE L 72 F T CTH LD, RERER < HHEAENIC
bR TRITHEE L T 5.

z =

AAEGNL, WP SHW L, ASMUBHTHIERZE & 1A
PEFE 2 & b % o MG ER 2R O T, gl o

flow void {3 P F OGRS & M S 7z, FEElE, T
VHICBREEZRSEAEEIC K D, F -2 i o ME S b
0, ICA ff#fE e v LIMENBARIGAYE L, MARATK S i
WD — A ANTRA CTHEEDFHE L2 L Bbd. L L
M SRR LR L TR Y, — IS o&EmIKED, 14
HHOWEG T 5N TWE, ZORESTT TICICA 1354
HZELTHY, MARDO—ET MCA KFERISsEAE L7z &
el Sz, L L, SRZEtBidBhiriget b 4 e wikhi T
HY, REEOEG L EEIIHETE R\, BRI
FIRDP S DOMGENT > ADBRTHIL, BRI & 2 ki
MHEAL L7z L b 225, B ILEERIRE TR LT
<, FAHVABETHZEARIE O B2 B 5  FE AT 22 o 72T RE:
Md 5.

CEAN oS MEIZ & % ICA G, 1936 LR HEMIIC
MEEND L9127, 1980 412 Woodhurst & 28, SCHEIIC
L PE2s 18 E TOITEN T L. &R EHBRO
SO N5 AEEE L 7ZEGIAE <, FERIEF RIS DS E
561, —#lE3 x5S ABICHBIL Tnb, e85
3, 7T b—E1IHLMHEL L I 17HIF 5 E
Bl (29%) (FFAED S 30 FEI A5 7 HRIELCLTB Y, #&
FEOD DM LIV 2 EBRERZ L OBARLDOLNS. F7-
A S MIEIROFEIR F T, 15 IEBIDTE D H 24 FRE



CUEENSLRI S T\ S SHBDIR P ZE 2 & 72 L 72/ 55 : 503

Fig. 2 MRI and MRA of the patient.

At the 7th day after the intraoral injury, the slight high signal intensity lesion in the right striatum (broad arrow) was seen on MR T, weighted
image (A), and the high signal lesions in the right parietal cortex (arrow) and the right striatum (broad arrow) were also seen on MR diffusion
image (B). On MRA (C), the intensity signals of right internal carotid artery and middle cerebral artery were lower than those of the left side,
suggesting the existence of the partial occlusion at the proximal part of the right internal carotid artery. At 6 months after the discharge, the
atrophy of caudate nucleus (D, arrow) and the degenerative hemosiderin deposit (E, broad arrow) were recognized on MRI.

A; T,WI (1.5 T, axial, TR 5,400, TE 97), B; DWI (1.5 T, axial, TR 4,100, TE 97), C; MRA ( 1.5 T, TR 39, TE 7.15), D; FLAIR (1.5 T, axial,
TR 9,000, TE 97), B; T,* (1.5 T, axial, TR 620, TE 20).
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Abstract

A child who developed internal carotid artery obstruction 2 weeks after incurring
an intraoral blunt injury: A case report

Ryuhei Kono, M.D."”, Shinzo Ota, M.D.”, Yutaka Shimoe, M.D., Ph.D.",
Akio Tanaka. M.D., Ph.D.” and Masaru Kuriyama, M.D., Ph.D.”

YDepartment of Neurology, Brain Attack Center Ota Memorial Hospital
“Department of Neurosurgery, Brain Attack Center Ota Memorial Hospital
“Department of Radiology, Brain Attack Center Ota Memorial Hospital

This report describes a 9-year-old boy with an internal carotid artery (ICA) injury caused by a fall with the blunt
edge of a toothbrush held in the mouth. The initial injury appeared trivial, but 2 weeks later, generalized convulsion and
left hemiparesis occurred. Magnetic resonance imaging and magnetic resonance angiography revealed an infarction of
the right striatum, right ICA occlusion, and stenosis of the right middle cerebral artery, which were caused by the
dissection or intimal damage of the ICA due to the blunt trauma. For children, intraoral blunt trauma sometimes causes
ICA occlusion and consecutive strokes after the latent interval of days to weeks. Therefore, a careful clinical observation
is essential to prevent overlooking strokes. This patient was an unique case with a long latent interval among the past
literatures.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:501-504)
Key words: toothbrush, blunt injury, intraoral injury, internal carotid artery occlusion, cerebral infarction




