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Fig. 1 Brain MRI performed on the 5th, and 14th days of admission.
A: T2 weighted image (Axial; TR 4,220 ms; TE 92.74 ms) shows a tumor-like lesion in the left inter-
nal carotid artery. B: T1 weighted image with fat suppression (Coronal; TR 520 ms; TE 9.26 ms) ac-
quired on the 5th day shows high intensity and tortuosity of the left internal carotid artery. C: T1
weighted image (Axial; TR 440 ms; TE 9.15 ms) acquired on the 14th day shows a crescent sign in

the internal carotid artery.

Fig. 2 Angiography of the cervical lesion.
Angiography shows the ascending pharyngeal artery (ar-

row) arising from the bifurcation of the left common carotid
artery and dilation of the left internal carotid artery.
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Table 1 Reported cases of Villaret's syndrome caused by internal carotid artery dissection.
Case Age/sex Symptoms Site of ICA dissection Treatment Prognosis
Bradac, et al.? 58M neck pain, dysphagia, upper cervical-intrapetrosal segment no treatment good
hoarseness
Goldberg, et al? 49M neck pain, dysphagia upper cervical segment not documented not documented
Mokri, et al® 47TM occipital headache, upper cervical segment open surgery good
hoarseness, dysphagia
Present case 50M neck pain, dyaphagia upper cervical segment anticoagulation/ good
antiplatelet
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Abstract
Villaret’s syndrome caused by internal carotid artery dissection

Saneyuki Mizutani, M.D."”, Reiko Tsukuura, M.D.”, Ken Matsumura, M.D."”,
Mutsufusa Watanabe, M.D., Ph.D.”, Ichiro Hanakawa, M.D., Ph.D.? and Tomoyuki Kamata, M.D., Ph.D."
"Department of Internal Medicine, Bokutoh Metropolitan Hospital
“Department of Neurosurgery, Bokutoh Metropolitan Hospital

We report a patient with Villaret’s syndrome (left hypoglossopharyngeal nerve, vagus nerve, accessory
nerve, and hypoglossal nerve palsies and left Horner’s sign) caused by internal carotid artery dissection. He had
neck pain on the left side, Horner’s sign on the left side and paralysis of the left hypoglossopharyngeal nerve, va-
gus nerve, accessory nerve, and hypoglossal nerve. Brain MRI revealed no signal from the left internal carotid ar-
tery and no brain infarction, although a tumor-like lesion was observed in the left internal carotid artery. Subse-
quent MRI studies revealed intramural hematoma in the left internal carotid artery, and on the basis of this find-
ing, he was diagnosed with internal carotid artery dissection. He received anticoagulant and antiplatelet therapy.
His symptoms improved gradually.

The symptoms of internal carotid artery dissection are neck pain, Horner’s sign, brain infarction, and lower
cranial nerve palsy. A characteristic feature in this case was that brain infarction was not observed. Only 3 similar
cases have been reported in the past. In all these cases, the patients had a good clinical course and showed com-
plete recovery from the symptoms. Compared with western countries, in Japan, carotid artery dissection is rare.
Carotid artery dissection should be considered as a differential diagnosis of lower cranial nerve palsy.

(Clin Neurol 2011;51:608-611)
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