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Fig. 1 Spinal cord MRI.
T, weighted image (Sagittal, 1.5 T; TR 3,200 ms, TE 97 ms) (A) and T, weighted image (Axial, 1.5 T; TR 3,000 ms, TE 97 ms)
(F) at a level Th8 before treatment show the central gray matter dominant lesion (hyperintensity) extending from Th8 to

conus medullaris. Gadlinium enhanced T, weighted image (Sagittal, 1.5 T; TR 515 ms, TE 11 ms) (B) and gadlinium enhanced

T, weighted image (Axial, 1.5 T; TR 565 ms, TE 12 ms) (G) show no enhancement in the central gray matter lesion. After the

treatment of steroid pulse two times, T, weighted image (Sagittal, 1.5 T; TR 4,810 ms, TE 133 ms) (C) and T, weighted image
(Axial, 1.5 T; TR 4,160 ms, TE 98 ms) (H) at a level Th3 show expanding the lesion from Th3 to conus medullaris. After the
treatment of steroid pulse five times and CYC (500 mg/week) 3 times, T, weighted image (Sagittal, 1.5 T; TR 4,810 ms, TE
133 ms) (D) (E) and T, weighted image (Axial, 1.5 T; TR 4,760 ms, TE 117 ms) (I) at a level Th3 show no significant change.
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Fig. 2 Brain MRI.
Fluid attenuated inversion recovery (FLAIR) image (Axial, TR 8,550 ms, TE 111 ms) show hyperintense lesions in the
bilateral periventricular and deep white matter. There is no typical lesion seen in Behget disease (BD) at the brainstem.
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Fig. 3 The clinical course of the patient.
After the treatment of methylprednisolone and cyclophosphamide, his IL-6 levels in the CSF were significantly
improved. But his symptoms were getting worse and the IL-6 levels increased after 1 week later. We started the
treatment of infliximab at day 72. His symptoms improved slightly, IL-6 levels improved to normal range and no
recurrence has occurred.
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Abstract

A case of neuro-Behcet disease presenting with a longitudinal spinal cord lesion without pain

Kenichi Sakuta, M.D.", Renpei Sengoku, M.D., Ph.D.”, Masayo Morita, M.D.", Satoshi Matsusima, M.D., Ph.D.?,
Soichiro Mochio, M.D., Ph.D.? and Yasuyuki Iguchi, M.D., Ph.D.”

UDepartment of Neurology, The Jikei University School of Medicine
“Department of Radiology, The Jikei University School of Medicine
“The Jikei University School of Nursing

A 64-year-old man had transverse myelopathy that rapidly progressed without pain over the course of 1 day. The
cerebrospinal fluid interleukin-6 (CSF IL-6) level was extremely high (1,120 pg/d/). Spinal cord magnetic resonance
imaging (MRI) showed a longitudinal extensive lesion extending from Th8 to the conus medullaris. Despite treatment
with steroids and cyclophosphamide, the symptoms worsened, and the range of sensory disturbance spread. MRI showed
that the lesion expanded to Th3 over the course of 2 months. Neuro-Behcget disease (NBD) was diagnosed on basis of
the high CSF IL-6 level and HLA-B51 positivity, and treatment with infliximab was begun. The sensory disturbance
improved slightly, and the CSF IL-6 level fell to the normal range (7.0 pg/m/). It is important to include NBD, which
rarely presents with extensive spinal cord lesion, in the differential diagnosis when patients present with acute
transverse myelopathy without pain.

(Clin Neurol 2014;54:16-21)
Key words: neuro-Behcet disease, transverse myelopathy, HLA-B51, IL-6, infliximab




