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Fig. 1 Brain MRI findings
Bright lesions (ischemic areas) are present in the bilateral occipital lobes on diffusion-weighted im-
ages (DWI) (A: TR6000 TE 130). Fluid attenuated inversion recovery (FLAIR) sequences demon-
strate multiple lesions in the cortical and subcortical regions of both cerebral hemispheres (arrow
head; B, C: TR10000 TE 120). A MR angiogram reveals a small aneurysm at left middle cerebral ar-
tery (arrow, D). Follow-up FLAIR sequences (E, F) show disappearance of hyperintense areas.
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Fig. 2 Multifocal segmental constriction of the cerebral arteries
The initial cerebral angiograph (A-D) show segmental narrowing of the basilar and right anterior
communicating arteries, and beading of the distal arteries. The follow-up angiograph (E-H) show com-

plete resolution of the vasoconstriction (A, E: frontal projection of the right internal carotid artery, B,
F: lateral projection of the right internal carotid artery, C, G: frontal projection of the basilar artery,

D, H: lateral projection of the basilar artery).
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A case of reversible cerebral vasoconstriction syndrome (RCVS) triggered by a Chinese herbal medicine

Masahito Ichiki, M.D., Osamu Watanabe, M.D., Yuuji Okamoto, M.D.,
Ken-ichi Ikeda, M.D., Hiroshi Takashima, M.D. and Kimiyoshi Arimura, M.D.
Department of Neurology, Kagoshima University Graduate School of Medical and Dental Sciences

A 5l-year-old woman started taking Chinese medicine containing ephedara herba as a nasal decongestant.
One week later, she had three episodes of thunderclap headache, one during defecation and the others while tak-
ing a bath. She then had a convulsive seizure upon resolution of the second headache. A cranial CT did not show
subarachnoid hemorrhage. Repeated CSF examinations showed neither xanthochromia nor inflammation. Brain
diffusion-weighted and FLAIR MR images revealed high intensity lesions in bilateral hemispheres. A cerebral an-
giography showed multifocal segmental stenosis of bilateral cerebral arteries. Four months later, follow-up angiog-
raphy showed normalized flow in all cerebral arteries and we gave a diagnosis of reversible vasoconstriction syn-
drome (RCVYS). She has had no symptoms and signs since the third attack of headache. RCVS is an important dis-
ease in the differential diagnosis of thunderclap headache without neurological deficit. This is the first report of
RCVS triggered by Chinese herbal medicine.

(Clin Neurol, 48: 267—270, 2008)
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