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Fig. 1 Neuroradiological findings on admission.

A, B) DWI reveals the high intensity lesion in the left insular cortex, frontal lobe, and corona radiata. C) MRA demonstrates the left middle

cerebral artery M2 occlusion. D) Left internal carotid angiography after intravenous thrombolysis shows the left middle cerebral artery M2

occlusion (arrow) before mechanical thrombectomy. E) The middle cerebral artery is recanalized after the first pass with a direct first-pass

aspiration technique.
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Fig. 2 Brain MRI the after the procedure.
A, B) DWI reveals the high intensity lesion in the left insular cortex, and precentral gyrus. C, D) FLAIR

reveals the high intensity the same lesion.
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Fig. 3 Brain MRI ten months later.
White matter lesion appears in left middle cerebral artery area. A) In the same lesion, T,WI reveals the low intensity. B) T,WI reveals the high

intensity. C) FLAIR reveals the high intensity. D) In part of the same lesion, apparent diffusion coefficient decrease. E) In the same lesion, DWI
reveals the high intensity. F) T,* does not reveal low intensity.
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Fig. 4 Magnetic resonance spectroscopy.
A) The normal lesion shows. B) The white matter lesion shows an increased rate of choline/creatine, and a decreased rate of N-acetylaspartate/
creatine. C) Among the white matter lesion, decreased apparent diffusion coefficient with DWI hyperintensity shows a tendency to be stronger
findings. B, C) The white matter lesion shows an elevated lactate peak.
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Abstract

Delayed white matter lesion after mechanical thrombectomy
for middle cerebral artery occlusion with Libman-Sacks endocarditis

Akihito Kutsuna, M.D.?, Junya Aoki, M.D., Ph.D.?, Hiroto Kodera, M.D.", Yasuhiro Nishiyama, M.D., Ph.D.",
Toshinari Nakane, M.D., Ph.D." and Kazumi Kimura, M.D., Ph.D.?

D Department of Neurology, Nippon Medical School Graduate School of Medicine

A 59-year-old woman presented with right hemiparesis and was transported from outside hospital. MRI revealed
acute infarction and the left middle cerebral artery M2 occlusion. Intravenous infusion of recombinant tissue-type
plasminogen activator, and mechanical thrombectomy (MT) were performed. The cause of cerebral infarction was
diagnosed as Libman-Sacks endocarditis. She discharged without sequelae. After 10 months later, she presented with
mild cognitive decline, and MRI showed new white matter lesion in left deep white matter. In magnetic resonance
spectroscopy, the lesion showed an increased rate of choline/creatine, and a decreased rate of N-acetylaspartate/creatine,
elevated lactate peak. When new higher brain dysfunction presented after recanalization by MT, it might be related to
the delayed white matter lesion.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:716-721)
Key words: mechanical thrombectomy, white matter lesion, delayed post-hypoxic leukoencephalopathy




