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Paroxysmal Ataxia and Dysarthria in a Patient with Demyelinating Disease
Min seok Baek, MD, Hyungwoo Lee, MD, Daeun Kim, MD, Yujin Koo, MD, Kimoon Jang, MD,

Jaewook Jeong, MD, Won-Joo Kim, MD

Department of Neurology, Gangnam Severance Hospital, Yonsei University College of Medicine, Seoul, Korea

Paroxysmal dysarthria and ataxia is characterized by abrupt onset of dysarthria and ataxia of unilateral limbs for seconds. We
present a 45-year-old female patient with paroxysmal symptoms of dysarthria, right-sided ataxia, and a persistent symptom
of upbeating nystagmus. Her brain fluid attenuated inversion recovery (FLAIR) magnetic resonance imaging indicated
potential diagnosis of demyelinating disease. The paroxysmal and persistent symptoms have recovered after phenytoin
administration. Sodium channel blocker may play a role in reducing the ephaptic transmission in a demyelinated or
re-myelinated lesion.
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Figure. Initial fluid attenuated inversion recovery MRI image shows hyper-intense lesions in the lower midbrain at the level of red
nucleus, both basal ganglia and internal capsules (A-C). Seven months after oral steroid therapy, follow up MRI image shows
decreased size of hyperintense lesions (D-F). MRI; magnetic resonance imaging.
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