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[ Abstract ] Paroxysmal kinesigenic dyskinesia (PKD) is the most common type of
paroxysmal dyskinesia, characterized by involuntary movements which are usually precipitated by
sudden movement. Because of its relative rarity, PKD is easily misdiagnosed as epilepsy or other
paroxysmal disorders. In order to improve clinicians’ understanding and standardize the diagnosis
and treatment of this disease, experts in the field of PKD in China repeatedly discussed and wrote
the guidelines, which were finalized after repeated discussions and revisions at the meeting of
Chinese Society of Neurogenetics and Neurogenetics Group of Neurology Branch of Chinese Medical
Doctor Association. The contents include clinical manifestations, diagnosis and differential
diagnosis, treatment and genetic counseling of PKD.
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Figure 1  Flowchart of diagnosis and treatment strategy in patients with paroxysmal

kinesigenic dyskinesia (PKD)
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