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[ Abstract ] Objective To evaluate the efficacy and safety of lacosamide (LCM) in the treatment of paroxysmal
kinesigenic dyskinesia (PKD) patients. Methods A total of 25 patients with PKD were identified by searching with the
keywords "paracentesis kinesigenic dyskinesia" and "PKD" from November 2018 to September 2022 in the Electroen-
cephalogram Monitoring Center, Department of Neurology, Xijing Hospital. Five patients treated with LCM were finally
enrolled after twenty patients were excluded due to use of other treatment options. The clinical features, results of genetic
testing, treatment regimens and prognosis of 5 patients were summarized and analyzed. Results There were 5 patients
(3 males, 2 females) in 4 families with an age of onset ranging from 4 to 17 years old. Four patients had bilateral symptoms
and one patient had unilateral limb symptoms and facial symptoms from five to fifteen times per day, and duration of
attacks was lasting 3-20 seconds. The initial dose of LCM was 25-50 mg/d in 4 patients with PRRT2 variant, and the
maintenance dose was 100-200 mg/d (2.5-3.1 mg/kg) in 3 days. The initial dose of LCM was 100 mg/d in the other patient
without PRRT2 variant, and the maintenance dose was 100 mg/d (1.2 mg/kg). Four patients (4/5) achieved complete
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remission after taking LCM, and one patient (1/5) with PRRT2 variant occasionally had aura (once /2-3 months). No

adverse events were reported during LCM administration. Conclusion LCM can be used to treat PKD, and the symptoms

can be controlled in 1-3 days without adverse events. PKD patients without PRRT2 variant may require a low dose of LCM

to control symptoms.

[ Key words ] Paroxysmal kinesigenic dyskinesia PKD Dyskinesia PRRT2 Genotype Lacosamide LCM
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