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Fig. 1 Brain MRI on admission.
The diffusion-weighted images (Axial, 1.5 T; TR 5,200 ms, TE 67.0 ms)
show a high intensity lesion in the right frontal lobe.
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Fig. 2 Cervical MRA on admission.
(A, B) The cervical MRA images (1.5 T; TR 25.0 ms, TE 7.15 ms) show the double lumen of the right internal carotid artery (arrows).

Fig. 3 Cervical MRI and MRA on day 2.
(A) The fat-suppressed proton density weighted MR images (Axial, 1.5 T; TR 2,300 ms, TE 11.0 ms) on day 2 show high intensity in both
internal carotid arteries (arrows). (B, C) Cervical MRA images (1.5 T; TR 24.0 ms, TE 7.15 ms) on day 2 show double lumen of the right
internal carotid artery (arrowheads).
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Fig. 4 Cervical MRI and MRA on day 5 and 6 months after.
(A) The fat-suppressed proton density weighted MR images (Axial, 3.0 T; TR 2,250 ms, TE 10.0 ms) on day 5 show high intensity
in both internal carotid arteries are increased (white arrows). (B, C) Cervical MRA images (3.0 T; TR 23.0 ms, TE 3.69 ms) on day
5 show double lumen of the right internal carotid artery (arrowheads) and intramural hematoma of the left internal carotid artery
(black arrows). (D) Cervical MRA images (3.0 T; TR 22.0 ms, TE 3.69 ms) 6 months after the onset show resolution of intramural
hematoma of the left internal carotid artery. The false lumen of the right internal carotid artery remains patent.
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Table 1 Cases of cervical artery dissection following herpes zoster or chickenpox.

Case 1V Case 2* This case
Age 15 4 62
Sex Male Male Male
Prior infection Herpes zoster Chickenpox Herpes zoster
Herpes zoster lesion Right Ophthalmicus Right trigeminal nerve second branch
Interval from rash to 4 weeks 2 weeks 4 weeks
neurologic symptoms
Trigger of dissection Jogging Playful wrestling None

Symptoms

Site of dissection

Clinical course

Hemiparesis on the left side

Cervical carotid artery

Full recovery in 3 months

Hemiparesis on the left side

Right cervical internal carotid artery

Full recovery in 2 months

Headache and vomiting

Bilateral cervical internal carotid
arteries

Symptom free, false lumen remained
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Abstract

A case of bilateral cervical internal carotid artery dissection
following herpes zoster of the trigeminal nerve

Mariko Iwasa, M.D.", Yohei Mima, M.D.", Aya Ito, M.D.",
Yuko Abe, M.D.”, Naoko Ueda, M.D."” and Ryoichi Otsubo, M.D.V

YDepartment of Neurology, Yodogawa Christian Hospital

A 62 year-old man, who was taking prednisolone for nephrotic syndrome, was diagnosed with herpes zoster of the
trigeminal nerve and treated with oral valacyclovir. One month later, he reported pain from the right side of the head and
vomiting. MRI revealed an acute infarction in the right frontal lobe and dissection of the internal carotid artery of the
right cervix. Trauma or other potential triggers were not observed. In consideration of the preceding condition of
varicella zoster virus infection, acyclovir was administered in addition to unfractionated heparin, but an intramural
hematoma emerged in the left internal carotid artery. Furthermore, evidence showing progression of these lesions was
found. On the fifth day, prednisolone was increased to 1 mg/kg/day, and progression of vascular lesions was not observed.
This case may prove valuable because it suggests a relationship between cervical artery dissection and herpes zoster.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:292-296)
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