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Fig. 1 Brain CT and MRI on the admission.
Brain CT shows a lobar intracerebral hemorrhage in the left parietal lobe and old infarct lesions with calcification in bilateral
occipital lobes (A, C). DWI shows a lobar intracerebral hemorrhage in the left parietal and a new small infarct in the left
occipital lobe (B, D). MRA showed several arterial narrowing in middle cerebral arteries, posterior cerebral arteries, vertebral
arteries, internal carotid arteries (E, arrows) MRI (1.5 T, axis, diffusion weighted image TR 5,245 ms, TE 85.8 ms) arrows;
lobar intracerebral hemorrhage, arrowhead; old infarct lesions with calcification. white margined arrow; a new infarct lesion.

Fig. 2 Brain CT and MRI after the admission.
On day 7, a new lobar intracerebral hemorrhage was recognized in the left frontal lobe (arrows, A, C). T,* MRI (1.5 T, axis,

T,* weighted image, TR 733 ms, TE 20 ms) showed many microbleeds (stars) in the subcortical areas (A, B). Gadolinium-
enhanced T, weighted imaging (1.5 T, axis, TR 583 ms, TE 11 ms) showed the enhanced meninges due to meningitis. On day
10, a new additional lobar intracerebral hemorrhage occurred in the right parietal lobe (arrow, E, F). On day 12, the hematoma
perforated to the ventricle (F). Arrowheads; old infarct lesions with calcification. Bold arrows; enhanced meninges.
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Abstract

Rapidly deteriorated lobar intracerebral hemorrhages:
possible association of varicella zoster virus-vasculopathy

Jun Takeshita, M.D.", Eiichi Nomura, M.D., Ph.D."”, Makoto Takemaru, M.D.",
Takahiro Himeno, M.D.", Yutaka Shimoe, M.D., Ph.D.” and Masaru Kuriyama, M.D., Ph.D."

YDepartment of Neurology, Brain Attack Center, Ota Memorial Hospital

A 75-year-old man having dementia and lifestyle related diseases developed a lobar intracerebral hemorrhage (LICH)
in the left parietal and a small cerebellar infarction in the left occipital lobe. Many micro bleeds (MB) due to cerebral
amyloid angiopathy (CAA) in the subcortical areas and multiple vascular stenosis were also found by MRI and MRA. He
developed herpes zoster in his buttocks on day 6 of hospitalization and complicated with varicella zoster virus (VZV)
meningitis with positive for VZV-DNA in the cerebrospinal fluid. Subsequently, LICHs occurred in the left frontal lobe
and in the right parietal lobe for a short period of time and died on the day 18. We speculated that the repeating
hemorrhages was primarily caused by VZV vasculopathy and additionally the subcortical MBs increased the hemorrhagic
risk. The relationship between VZV vasculopathy and CAA should be studied in the future.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:245-248)
Key words: varicella zoster virus vasculopathy, cerebral amyloid angiopathy, lobar intracerebral hemorrhage,
hemorrhagic risk, atherosclerosis




