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Fig. 1. First evaluation on admission. Head computed tomography (HCT) showed no significant fresh abnormality (A).
Fluid-attenuated inversion recovery (FLAIR) image demonstrated no abnormal lesion (B), but Diffusion Weighted Image (DWI)
revealed acute infarction in the left middle cerebral artery (MCA) territory (C), Magnetic Resonance-angiography (MRA) dem-
onstrated left internal carotid artery and left M1 occlusion (arrow) (D).
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Fig. 2. Magnetic Resonance Image on three days after admission. Three days after admission, FLAIR image (A) and DWI (B)
demonstrated no progression of infarction. Susceptibility Weighted Image (SWI) showed no bleeding (C). MRA revealed recanali-
zation of left M1 occlusion (sharp arrow) and intracranial carotid artery dissected lesion of the petrous portion (arrow) (D).

Rt. . Rt. Lt.

Fig. 3. Ten days after and fifteen days later angiography. Ten days later, MRA and FLAIR image showed no progression of
dissected lesion and hematoma in internal carotid wall (arrow) (A, B). Fifteen days later, Carotid Arterial Angiography revealed
full recanalization of left M1 occlusion (sharp arrow) and pearl and string sign in intracranial carotid artery of the petrous portion
(arrow) (C, D). CAG: Coronary Angiogram.
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Fig. 4. Recovery of dissected lesion. The dissected lesion gradually improved from 4 weeks later (A, B) to 8 weeks later (C, D).
After 4 months, MRA showed complete recovery of the carotid artery dissection (arrow) (E).
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A Case of Spontaneous Cervical Internal Carotid Artery Dissection with Embolic Stroke After a Job-
Change
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Abstract : A 51 year old male was admitted to our hospital with sudden consciousness disturbance, global aphagia
and right hemiparesis. Magnetic resonance imaging (MRI) revealed fresh infarctions in the territory of the left
middle cerebral artery, and MR angiography (MRA) showed occlusion of the left carotid artery and the left middle
cerebral artery. We started conservative therapy, including antiplatelet drug and blood pressure control. Three days
later, cervical MRA revealed hematoma in the intracranial carotid wall of the petrous portion, leading to a diagnosis
of spontaneous intracranial carotid artery dissection of the petrous portion. Two weeks after admission, MRA and
angiography showed recanalization and pearl and string sign in the left petrous internal carotid artery. After that,
the patient’s neurological deficit improved, and the dissection also improved. Four months later, MR-angiography
revealed an almost normalized condition.

Key words: cerebral infarction, embolic, carotid artery dissection, spontaneous.
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