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Fig. 1 A pedigree of the family.
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The proband is indicated by the arrow. Affected family members
with cerebral infarction are denoted by filled symbols. Slashed
symbols indicate deceased family members.
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Fig. 2 Brain MRI.
A: Diffusion weighted image (axial, 1.5 T; TR 4,200 msec, TE 105 msec) shows high intensity leisions in the right

corona radiata in September 2006. B: Diffusion weighted image (axial, 1.5 T; TR 4,200 msec, TE 105 msec) shows high

intensity lesions in the left corona radiata in Feburary 2008. C, D, E: T,-weighted images (axial, 1.5 T; TR 4,200 msec,

TE 105 msec) obtained in March 2009.
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Fig. 3 Brain MRI changes in 3 years.
A, B, C: T,-weighted images (axial, 1.5 T; TR 4,200 msec, TE 105 msec) obtained in March 2009, before treatment with
lomerizine hydrochloride. D, E, F: T,-weighted images (axial, 1.5 T; TR 4,200 msec, TE 105 msec) obtained in July 2012,
after 3 years of treatment with lomerizine hydrochloride. There were no clinically significant changes after 3 years.

Fig. 4. Brain MRI.
A: T,-weighted image (axial, 1.5 T; TR 4,200 msec, TE 105 msec). The arrows show the normal appearance of both
temporal lobes. B, C: T,*-weighted gradient-echo images obtained by magnetic resonance tomography (axial, 1.5 T; TR
555 msec, TE 15 msec), showing bilateral areas of microhemorrhage in the thalamus and basal ganglia and brainstem.
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Abstract

A case of cerebral autosomal dominant arteriopathy with subcortical infarcts
and leukoencephalopathy (CADASIL) in which lomerizine hydrochloride was suggested
to prevent recurrent stroke

Hisao Shimizu, M.D.", Shuhei Nagami, M.D."” and Nobuyuki Takahashi, M.D., Ph.D."

YDepartment of Neurology, Nara City Hospital

A 60-year-old man visited our hospital because of left hemiparesis in September 2006. Magnetic resonance imaging
(MRI) revealed a high-intensity lesions in the right corona radiata on diffusion-weighted images and a high-intensity
lesions in the basal ganglia and deep white matter on T,-weighted images. He recovered with no sequelae. Antithrombotic
agents such as aspirin were given to prevent stroke, but stroke recurred three times over the course of 3 years. In
February 2009, neurological examination revealed right hemiparalysis and dysarthria. Dysphagia and cognitive decline
had been progressing gradually. We suspected cerebral autosomal dominant arteriopathy with subcortical infarcts and
leukoencephalopathy (CADASIL) on the basis of the clinical and family history. An Arg75Pro mutation in the Notch3 gene
was found, but did not involve a cysteine residue. Antithrombotic agents were ineffective. We tried lomerizine
hydrochloride, which was reported to prevent stroke in a patient with CADASIL. In Japan, lomerizine hydrochloride is
used to prevent migraine and to selectively inhibit cerebral artery contraction. During treatment with lomerizine
hydrochloride (5 mg/day) for more than 3 years, there was no recurrence of cerebral infarction and no further
deterioration of cognitive function or MRI findings. There is no evidence supporting the efficacy of antithrombotic agents
in CADASIL patients. Moreover, antithrombotic agents have been reported to increase the frequency of clinically silent
microbleeds on MRI in CADASIL. Lomerizine hydrochloride might therefore be one option for the treatment of
CADASIL.

(Clin Neurol 2014;54:22-26)
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