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AE: Absence Epilepsy

AEDs: Antiepileptic Drugs

AIGE: Adult Onset Idiopathic Generalized Epilepsy
CAE: Childhood Absence Epilepsy

EEG: Electroencephalogram

EMA: Eyelid Myoclonia with Absences

GSW: Generalized Spike and Wave

GTCS: Generalised Tonic-Clonic Seizures
GTCSAs: Generalized Tonic—Clonic Seizures on Awakening
IED: Interictal Epileptiform Discharge

IGE: Idiopathic Generalized Epilepsy

ILAE: International League Against Epilepsy

JAE: Juvenile Absence Epilepsy

JME: Juvenile Myoclonic Epilepsy

LTG: Lamotrigine



MAE: Myoclonic Absence Epilepsy

MS: Myoclonic Seizures

PMA: Perioral Myoclonia with Absences

PS: Polyspike

PS&W: Polyspike and Wave

S&W: Spike and Wave

TA: Typical Absences

TCSs: Generalized Tonic—Clonic Seizures only

VPA: Valproate
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