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Fig. 1

Case 1.

A) Diffusion-weighted imaging reveals the high intensity legion in the right insular cortex, frontal lobe, and anterior temporal lobe. B) Fluid-

attenuated inversion recovery imaging shows no abnormal intensity in the lesions whereas hyperintense vessel sign emerges in cerebral sulci

(small arrow). C) Magnetic resonance angiography demonstrates the right middle cerebral artery occlusion (arrow). D) Right internal carotid

angiography shows the right middle cerebral artery M2 occlusion prior to mechanical thrombectomy (arrow). E) The middle cerebral artery is

recanalized at the end of the procedure.
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Fig. 2 Case 2.
A) Diffusion-weighted image reveals the high intensity legion in the left frontal lobe and parietal lobe. B) Fluid-attenuated inversion recovery

imaging reveals the high intensity in the lesions. C) Magnetic resonance angiography shows severe stenosis or occlusion of the bilateral middle

cerebral artery (arrow).
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Abstract
Two cases of ischemic stroke due to low protein C caused by severe hyperthyroidism

Kairi Yamashita, M.D.", Yohei Tateishi, M.D., Ph.D.", Tadashi Kanamoto, M.D.?, Mayu Ueda, M.D.?,
Yuta Nakamura, M.D.? and Akira Tsujino, M.D., Ph.D.V

b Department of Neurology and Strokology, Nagasaki University Hospital
» Department of Endocrinology and Metabolism, Nagasaki University Hospital

We reported two patients with acute ischemic stroke who had presented with symptoms of thyroid storm. Casel: A
43-year-old man abruptly developed left hemiparesis caused by the right middle cerebral artery occlusion. Cardiac
evaluations revealed atrial fibrillation and left atrial enlargement. He had successful recanalization after reperfusion
therapies. Case 2: A 66-year-old woman with severe bilateral middle cerebral artery stenosis presented with right
hemiparesis and dysarthria. MRI revealed the acute infarction in the left frontal and parietal lobe. In both cases, protein
C activity was decreased which could be related to severe hyperthyroidism. They concomitantly had arterial lesions
where blood stasis could occur. Severe hyperthyroidism which could evoke the decreasing of protein C activity could be
responsible to develop acute ischemic stroke.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:839-843)
Key words: hyperthyroidism, coagulopathy, ischemic stroke




