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Fig. 1 MRI of cervical spine, abdominal CT, and thermography.

Panel A shows T,-weighted sagittal MRI at 1.5 T (repetition time (TR), 3,300 ms; echo time (TE), 120 ms), on admission (day 1).
Panel B shows T,-weighted sagittal MRI at 1.5 T (TR, 3,300 ms; TE, 120 ms) on the second day. Panels C, D, and E show T,-
weighted sagittal MRI at 1.5 T (TR, 3,300 ms; TE, 120 ms) on the 54th day after admission of the right side of the spine (C), the
median line (D) and the left side (E) in order. Images in panels E G, H, and I were taken on the same day. Panels E G, H, and I show
T,-weighted axial MRI at 1.5 T (TR, 2,143 ms; TE, 120 ms) taken at the C2 (F), C3 (G) and C3/4 (H, I) level of the spine. Panel D
shows four lines, which indicate the axial levels in panels E G, H, and 1. Panels ] and K show CT axial images, including ileocecal
abscess and liver abscess on the 22nd admission day. Images in panels (F, G, H, I, ], and K) on the left side depict the right side of
the patient, those in the panels on the right side depict the left side of the patient. Panels L, M, and N show thermography images
from the anterior position (L, M) and posterior position (N), performed using infraEye (Fujitsu Tokki System, Kanagawa, Japan)
after discharge. The bars represent the temperature, unit = °C. Darker color lesion shows colder skin temperature, and lighter
does warmer. Note the relatively dark colored lesions (arrows).
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Fig. 2 Clinical course of the patient.

PSL = predonisolone, mPSL = methylpredonisolone, Plasma exchange = plasma exchange therapy, Deltoid =

deltoid muscle, Iliopsoas = iliopsoas muscle.
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Acute myelitis with Brown-Séquard syndrome complicated with subjective sudomotor laterality
and ileocecal abscess without right abdominal pain

Masayoshi Yamamoto, M.D.", Hitoshi Satoi, M.D., Ph.D.” and Sadayuki Matsumoto, M.D., Ph.D.”

YDepartment of Neurology, Kitano Hospital, The Tazuke Kofukai Medical Research Institute

A 47-year-old man presented with left shoulder pain and muscle weakness in the left limbs on November 2017. On
the next day, he experienced dysesthesia of the right limbs and hypohidrosis of the left limbs and developed thermal
hypoalgesia in right side of body and muscle weakness of the left upper and lower limbs progressed. He was diagnosed
with acute myelitis and Brown-Séquard syndrome, based on cervical MRI scan. Muscle strength improved after steroid
therapy and plasma exchange. He experienced complications of intraabdominal abscess in the right side during

immunological therapy, although he only had a symptom of left abdominal pain, without pain in the right side. It is

noteworthy that abdominal hypoalgesia can be associated with Brown-Séquard syndrome. Characteristically, MRI
revealed bilateral lesions at the C3/4 cervical spine level. This report shows that in Brown-Séquard syndrome associated
with bilateral spinal lesions, the abdominal visceral sensory pathway, in addition to the somatosensory pathway, could be

impaired bilaterally, resulting in aggravation of abdominal hypoalgesia.
(Rinsho Shinkeigaku (Clin Neurol) 2019;59:282-285)
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