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A case of multiple sclerosis confirmed by clinical
manifestations and MRI

Sung Min Yoon, Kwéng Soo Kim, Kyung Mu Yoo

Department of Neurology, Kosin Medical College,
Pusan 602-702, Korea

= Abstract =

Multiple sclerosis is a demyelinating disorder of the optic nerves, spinal cord, and
brain white matter, which is characterized clinically by remission and exacerbation or
steadily progressive course.

We report a 18-year-old female patient of clinically definite multiple sclerosis with
multiple lesions in the central nervous system confirmed by evoked potentials, brain
and thoracic spinal MRI.
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*] &+ adrenocorticotropic hormone(ACTH),
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