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Paroxysmal Dyskinesias

Jee Young Lee, MD, PhD

Department of Neurology, Seoul National University College of Medicine, Seoul National University—Seoul Metropolitan Government

Boramae Medical Center, Seoul, Korea

Paroxysmal dyskinesias are characterized by episodic attack of sudden movement disorder lasting from seconds to hours. They form
chorea, dystonia, or ballism (or mixture of these movements). Primary paroxysmal dyskinesias can be classified into three major
types according to triggering (or precipicating) factors; paroxysmal kinesigenic dyskinesia (PKD), paroxysmal non-kinesigenic dyski-
nesia (PNKD) and paroxysmal exercise-induced dyskinesia (PED). With recent advances in genetic analysis, a new diagnostic algo-
rithm and genetic testing has been suggested in paroxysmal dyskinesias. This lecture is aim to provide clinical overview of primary
paroxysmal dyskinesias and an update on genetic discoveries for these disorders covering recent studies on Korean patients.
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PKD; paroxysmal kinesigenic dyskinesia, PNKD; paroxysmal nonkinesigenic dyskinesia, PED; paroxysmal exertional dyskinesia, AD; autosomal

dominant, AED;antiepileptic drug.
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PKD; paroxysmal kinesigenic dyskinesia, PNKD; paroxysmal nonkinesigenic dyskinesia, PED; paroxysmal exertional dyskinesia.
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