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Fig. 1 Neuroradiological findings on Day 2 and 3.
MRI was obtained on a 1.5 T MRI scanner on admission. Axial DWI shows high intensity areas at the left lateral medulla (A) and at the frontal
and parietal cortices on the left hemisphere (B). 3D-TOF MRA does not depict arteries from both side of the vertebral artery (VA) to mid of the
basilar artery (BA) as well as the left internal carotid artery (ICA), and the right posterior cerebral artery is also not well depicted (C). Basiparallel
anatomic scanning reveals no abnormalities in the outer surface of the bilateral VAs and BA (D). CT angiography performed on Day 3, in which
branches of bilateral external carotid arteries are shown in transparency, demonstrates occlusion of the left ICA between around 2 cm distal
from carotid bifurcation and the cavernous segment (E). The left VA is also occluded at the junction (E).

Fig. 2 Noncontrast axial brain CT on Day 5.
Axial CT shows low density with mass effect on the left lateral ventricle in the left middle cerebral artery territory. There is uncal

herniation and brainstem compression.
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Fig. 3 Vegetation of the mitral valve.

(A) Vegetation on the anterior leaflet of the mitral valve measuring about 20 mm in maximal diameter. (B) The vegetation

consists of fibrin and red blood cells. Some neutrophils are focally observed but no microorganisms are seen. (Hematoxylin

and eosin-stained sections, X 20, Bar = 1 mm).

Fig. 4 Left vertebral artery (A, B) and left internal carotid artery (C, D).
(A, C) Cut sections from the proximal to distal portion (from bottom right to top left). (B, D) The lumina are narrowed by atherosclerotic

change with calcification and focally obstructed by fibrin thrombus which is similar to the vegetation on the mitral valve. The red square

indicates the region of photomicrographs, respectively. (Hematoxylin and eosin-stained sections, X 20, Bar = 1 mm).
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Abstract

Multiple cerebral artery occlusion due to non-bacterial thrombotic endocarditis:
an autopsy case report

Yoshinari Nagakane, M.D., Ph.D.", Hidesato Takezawa, M.D.",
Kanade Katsura, M.D., Ph.D.? and Yasumasa Yamamoto, M.D., Ph.D."

YDepartment of Neurology, Kyoto Second Red Cross Hospital
“Department of Histopathology and Cytology, Kyoto Second Red Cross Hospital

A 60-year-old man was admitted to our hospital because of vertigo and repeated vomiting, which suddenly occurred
25 hours before admission. Neurologic examination revealed Wallenberg syndrome on the left side, and brain MRI
showed acute infarcts in the left lateral medulla as well as in the left internal carotid artery (ICA) territory. MR
angiography did not depict the left vertebral artery (VA) and the left ICA. Despite antithrombotic treatment, he
developed bulbar palsy, and then, brain herniation due to infarct growth in the left middle cerebral artery territory. He
died on day 9. Histopathlogical examination found verruca involving the mitral leaflet, which was consistent with non-
bacterial thrombotic endocarditis (NBTE). Atherosclerosis was also found in the systemic arteries, and there was
sclerotic stenosis with calcification at the portion of piercing dulla matter in the left VA and at the cavernous segment of
the left ICA. Because the cerebral emboli in the narrowed lumen presented a histologic appearance similar to that of the
verruca, the diagnosis of brain embolism due to NBTE was confirmed.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:191-195)
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