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be clinical evidence that paroxysmal dyskinesias could potentially be regarded as a spectrum
disorder with overlapping features.
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Figure 1. Serial digital photography of right toes and ankle dystonia provoked by hitting the floor with his right heel. (A) Resting state.
(B) Right heel up during hitting the floor with his right heel repetitively. (C) Provoked right toes and ankle dystonia with dorsiflexion of big
toe (arrow) initially. (D) Late period of dystonia with combined right lower leg discomfort followed by right ankle inversion (arrow). (E) EEG
during the event. Movement artifacts by hitting the floor with his right heel repetitively (arrowhead). Appearance of dystonia in right toes
with Increased motion artifacts during Initial period of dystonia when he can continue hitting the floor with his heel (short red arrow). In-
creased involvement of dystonia stopping his hitting (long red arrow). Disappearance of dystonia (blue arrow). No epileptiform discharges
are observed during the event. EEG; electroencephalography.
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Figure 2. Duration of triggering movement and dyskinetic symptom. Event 1 and 2 are similar to PKD feature due to the short duration of
triggering movement, whereas event 3 to 5 are similar to PED feature. Event 3 and 4 have shorter duration of trigger than event 5, which is
performed in stressful situation that the examiner was observing. Numbers are seconds. PKD; paroxysmal kinesigenic dyskinesia, PED; par-
oxysmal exercise-induced dyskinesia.

Response to Sodium channel blocker
Trigger duration =
PED I T I PKD

PrakashSetal. WangKetal. This case
M/22 M/13, PRRT2 mutation (+) M/20
Response to Response to Response to
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Figure 3. Suggestion of spectrum between PED and PKD. Through three cases, as the patient has PKD features more than PEDs, response
to channel blocker is better than the patient who has PED features more than PKDs. PED; paroxysmal exercise-induced dyskinesia, PKD;
paroxysmal kinesigenic dyskinesia, M; male, CBZ; carbamazepine, PRRT2; proline rich transmembrane protein 2, OXC; oxcarbazepine.
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