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Fig. 1 Brain magnetic resonance images (MRI) findings at admission.
Fluid attenuated inversion recovery (FLAIR) image (Axial, 1.5 T, TR 10,000 ms, TE 100 ms) (A), T,-weighted image
(Sagittal, 1.5 T, TR 4,655 ms, TE 100 ms) (B) show high intensity in the splenium of the corpus callosum.
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Region of | Signal intensity | ADC (10% mm?
interest on DWI /sec)

Mean = SD Mean £ SD
1 294 = 1.3 69.4 = 4.6
2 404 £ 1.5 109.6 = 13.3
3 496 = 7.1 74.2 + 13.4
4 41.1 £11.3 65.5 = 18.7
5 31.6 = 1.3 76.2 = 6.5
6 30.1 = 2.0 77.1 = 8.9
7 34.7 £ 7.6 34.7 £ 2.5
8 70.5 = 8.9 74.8 + 11.4

1, 5: hemispheric white matter
2, 6: corpus callosum

3, 4, 7, 8 cerebral cortex

Fig. 2 Comparison of signal intensity on diffusion-weighted image (DWI) and apparent diffusion coefficient (ADC) on ADC map.

The coordinates of the region of interest in the ADC map are the same as those in DWI. At admission, ADC increased in corpus

callosum showing high intensity on DWI (2), but did not decrease in cerebral cortex that also showed high intensity on DWI (3 and 4)
(Axial, 1.5 T, TR 3,796 ms, TE 78 ms, b value = 1,000 sec/mm?). On day 35, all signal-intensity abnormalities disappeared (6, 7 and

8) (Axial, 1.5 T, TR 3,828 ms, TE 78 ms, b value = 1,000 sec/mm?).
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Fig. 3 Follow-up MR images obtained on day 35.
Fluid attenuated inversion recovery (FLAIR) image (Axial, 1.5 T, TR 10,000 ms, TE 100 ms) (A), T,-weighted image
(Sagittal, 1.5 T, TR 4,659 ms, TE 100 ms) (B) show the disappearance of all signal-intensity abnormalities in the splenium
of the corpus callosum.

Fig. 4 Three figures copied by the patient on day 14 (A, B, C) and day 22 (D, E, F).
Copies of the house (A, D) and tree (B, E), and the cube (C, F) were all improved on day 22 compared with day 14.
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Abstract

A case of Marchiafava-Bignami disease suggesting vasogenic edema

Yuki Nakamura, M.D."”, Manabu Matsuya, M.D., Ph.D."”, Kazuna Ikeda, M.D.",
Reiko Tsuda, M.D."”, Naomitsu Ariyoshi, M.D."” and Shun Shimohama, M.D., Ph.D.”

YDepartment of Neurology, Saiseikai Otaru Hospital
“Department of Neurology, Sapporo Medical University School of Medicine

A 61-year-old alcoholic man was admitted to our hospital because of disturbance of consciousness. He also exhibited
external ophthalmoplegia, diplopia and mild rigidity, but tendon reflex was normal. On brain MRI, diffusion weighted
images (DWI) and apparent diffusion coefficient (ADC) map depicted high intensity in the splenium of the corpus
callosum. DWI showed high intensity, but ADC map depicted iso-intensity in bilateral precentral gyri. Marchiafava-
Bignami disease (MBD) was diagnosed. After intravenous drip of vitamin, his symptoms improved rapidly and the
abnormal MRI findings in the splenium of the corpus callosum and bilateral precentral gyri disappeared gradually. MBD
is pathologically characterized by demyelination and necrosis in the corpus callosum, which are generally caused by
cytotoxic edema. Our case suggests that vasogenic edema may occur at the early stage of the MBD.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:17-22)
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