o|N
)

CHYSTIFE A LIN SR 3
L

SMCYEtL oLy E AADE DA Aofnpst AL

=L

J Korean Neurol Assoc/ Volume 23 /June, 2005

Multiphasic Disseminated Encephalomyelitis (MDEM);

Report of 3 Cases

Bum Chun Suh, M.D., Seung Min Kim, M.D., Heung Dong Kim, M.D.?, Ha Young Shin, M.D.,
Jeong Hee Cho, M.D., Il Nam Sunwoo, M.D.

Departments of Neurology and Pediatrics’, Yonsei University College of Medicine, Seoul, Korea

We report 3 cases of recurrent acute disseminated encephalomyelitis (ADEM) known as multiphasic disseminated
encephalomyelitis (MDEM). The 3 cases presented with fever, headache, neck stiffness, abdominal pain, seizure
and decreased mentality as well as focal neurologic deficits, which showed relatively good steroid responsiveness.
Brain MRI revealed variable sized, multifocal, subcortical white matter lesions with gray matter involvement. The
CSF study showed mild pleocytosis with negative oligoclonal band.
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Figure 1. Brain MRI of case 1 taken at the years of 1997 (Al,
A2), 1998 (Bl, B2), and 2000 (Cl, C2). Multifocal relapsing
and remitting lesions including basal ganglia and corpus
callosum are noted.

Figure 2. Brain MRI of case 2 taken at the years of 2000
(A1-A3) and 2001 (B1-B3). Multifocal white matter lesions with
bilateral thalamic lesions are seen.

Figure 3. Brain MRI of case 3 taken at the years of 2002
(A1-A3), 2003 (B1, B2), and 2004 (Cl). Multifocal, asymmetric,
large subcortical white matter lesions as well as lesions of basal

ganglia are noted.
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ADEM X1tk slof] AH|Ro|= ZA 8} 1G Fof & THF o]
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