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INTRODUCTION 

pilepsy is a neurological illness characterized by 

tendency to generate epileptic seizures and by the 

neurological, psychological, cognitive, and social impacts of 

this condition. An epileptic seizure is a transient occurrence of 

signs and/or symptoms due to abnormal excessive or 

hypersynchronous neuronal activity in the brain. This 

disturbance may cause strange sensations, emotions, and 

behavior, or generally convulsions, muscle spasms, and loss of 

consciousness (Fisher et al., 2005). There are many types of 

epileptic seizures that are specific to children, for example 

infantile spasms, Lennox-Gastaut syndrome and absence 

seizures. 

 Epilepsy may be burden affecting not less than 50 

million pateints worldwide (Behr et al., 2016). Children who 

suffer from epilepsy may develop other disorders and 

difficulties, preceding, co-occurring with, or after the diagnosis 

of epilepsy (Aaberg et al., 2016). It can also reduce quality of 

life (QoL) of patients (Baker et al., 1997), and may affect QoL 

of people caring for them as well. 

 Neuronal hyperexcitability and excessive production of 

free radicals have a major role in the pathogenesis of a 

considerable range of neurological disorders, including 

epilepsy. The high rate of oxidative metabolism, accompanied 

with the low antioxidant defenses and the increase in 

E 
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polyunsaturated fatty acids, makes the brain highly vulnerable 

to free radical damage (Devi et al., 2008). 

 Although the overall prognosis for seizure control is 

good and over 70% will enter remission; about 25% of epilepsy 

is intractable and may need epilepsy surgery. However, up to 

30% of patients undergoing presurgical evaluations eventually 

are not qualified for surgery (Berg et al., 2003) and face the 

prospect of ongoing seizures. 

 Intractable epilepsy according to International League 

Against Epilepsy (ILAE) is defined as a failure of adequate 

trials of 2 tolerated and appropriately chosen and used anti-

epileptic drugs (AED) schedules (whether as monotherapies or 

in combination) to achieve sustained seizure freedom (Kwan et 

al., 2010). 

 Dietary therapies play a major role in management of 

epilepsy with other epilepsy treatments, such as anticonvulsant 

medications, epilepsy surgery, and vagus nerve stimulation. 

The ketogenic diet, which is very high in fat and low in 

carbohydrates, is thought to simulate the metabolic effects of 

starvation by forcing the body to use fat mainly as an energy 

source. During fasting, the body metabolizes fat stores through 

lipolysis to produce fatty acids which then undergo beta-

oxidation into acetoacetate, β-hydroxybutyrate, and acetone—

ketone bodies the brain cell can then use as precursors to 

generate adenosine triphosphate (ATP) (Barañano and 


