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A Case of Acute ldiopathic Longitudinal Myelitis Showing
Rapid Improvement to Steroid Therapy
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Acute longitudinal myelitis is a group of disorder characterized by multifocal, long-segmented inflammation of the spinal
cord, rapidly evolving paraparesis, a sensory level on the trunk, and bilateral Babinski signs. We report a case of 30-year-old
man with longitudinal myelitis extending to long segment of spinal cord. After 15 days of aggressive treatment with intra-
venous pulsed methylprednisolone for 5 days, motor and sensory functions of the lower extremities were almost recovered.
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Figure 1. (A) Sagittal T2 weighted magnetic resonance
(MR) image of the spinal cord before treatment. This im-
age shows generalized multifocal high signal intensities in-

volving the cervical, thoracic, and lumbar spinal cord
longitudinally. (B) T2 weighted MR image of the spinal
cord after one month shows much more decreased signal
intensities than the previous high signal intensities in the
thoracic spinal cord.
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