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Fig. 1 Brain MR image and angiography on admission.
(A) Diffusion weighted image (DWI) (Axial, 1.5 T: TR 5,000 ms, TE 57.5 ms; b value = 1,000 see/mm®) showed hyper-
intensity area in the right middle cerebral artery (MCA) territory. (B) The intracranial right internal carotid artery (ICA) was

well visualized on MRA. (C) Thickness of right ICA wall in petrous-cavernous portion was not shown.
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Fig. 2 Brain MR image and angiography at 14 days after admission.
(A) Fluid attenuated inversion recovery (FLAIR) image (Axial, 3 T; TR 8,000 ms, TE 100 ms) showed expanded hyper-
intensity area in the right hemisphere. (B) The intracranial right ICA was not visualized.

Fig. 3 Head computed tomography (CT) angiography at 15 days
after admission.
There was filling defect in right common carotid artery (CCA).
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Fig. 4 Gadlinium-enhanced MR angiography (Axial, 3 T: TR 25.0 ms, TE 3.5 ms) in carotid artery after admission.
(A) Enhancement of right ICA wall in petrous-cavernous portion was shown at 14 days after admission. (B) Enhancement of
right ICA wall in petrous-cavernous portion was attenuated at 60 days after admission.
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Abstract

Progression of right internal carotid artery stenosis in ischemic stroke patient
with autoimmune polyglandular syndrome: A case report

Yuka Kanazawa, M.D.", Ryu Matsuo, M.D.?, Yoshihisa Fukushima, M.D.",
Kenji Fukuda, M.D."”, Masahiro Kamouchi, M.D.? and Takanari Kitazono, M.D.?”

YDivision of Cerebrovascular Medicine, St-Mary’s Hospital
“Department of Medicine and Clinical Science, Graduate School of Medical Sciences, Kyushu University

A 40-year-old man who presented with left hemiparesis was admitted to our hospital. He had tachycardia and a fever.
He had a 25-year history of insulin therapy for diabetes mellitus. Brain magnetic resonance (MR) images showed fresh
infarction in the right hemisphere, and carotid ultrasonography showed stenosis of the right internal carotid artery (ICA).
We determined that atherothrombotic brain infarction had likely occurred. After admission, the right ICA became narrow
and finally occluded. Computed tomography revealed the presence of a thrombus in the right ICA, and gadolinium-
enhanced MRA showed vasculitis of the ICA. In laboratory tests, his thyroid hormones were elevated. He was diagnosed
with hyperthyroidism. After treatment, the tachycardia and high fever were improved. Because of a positive anti-
glutamic acid decarboxylase antibody test result, he was diagnosed with insulin-dependent diabetes mellitus. We found
that he had anti-phospholipid antibody syndrome because he was positive for anti-beta-glycoprotein I antibody. These
findings suggested that his condition was autoimmune polyglandular syndrome type 3. He received prednisolone and
warfarin. After 3 months, his neurological findings were improved; however, occlusion of the ICA remained.
Autoimmunity was considered to be the cause of ICA occlusion. Ischemic stroke with autoimmune polyglandular
syndrome is very rare and is associated with progressive carotid lesions in juvenile patients. It is necessary to diagnose
and treat this condition as soon as possible.
(Clin Neurol 2013;53:531-535)
Key words: juvenile stroke, autoimmune polyglandular syndrome (APS), carotid artery stenosis, Basedow’s disease,
diabetes mellitus






