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CIntroduction

INTRODUCTION

E pilepsy is a disorder that occur in about 1% of population and
A_Athe onset of epilepsy in 60% of cases start in childhood
(Armeno et al., 2014).

Epidemiological data indicate that 20-30% of patient will
become refractory to therapy. Refractory epilepsy is defined as
seizures that cannot be controlled with at least two first line
antiepileptic drugs in adequate doses, as single or combined
drug therapy (Freeman et al., 2007).

The ketogenic diet, a non-drug treatment had proven its
effectiveness in treatment of epilepsy in children in the past
decade especially in management of refractory epilepsy. The
ketogenic diet is highly effective and reduce the incidence of
seizures by 50%in a half of patient, and 90% in one third of
patients (Lee and Kossoff, 2011).

The ketogenic diet is a high fat, low carbohydrate,
adequate protein diet that cause ketosis and leads to metabolic
state that resemble the fasting state (Neal et al., 2008). It works
through multiple mechanisms that target a specific biochemical
pathways linked to cell substrate (e.g, ion channel) and
mediators responsible for neuronal hyperexcitability. It is also
thought that the ketone bodies have direct anticonvulsant effect
(Rho and Neuroscil, 2015).




CIntroduction

The classical ketogenic diet is considered the treatment
of choice for patient with a glucose transporter protein type 1
(GLUTL1) deficiency or a pyruvate dehydrogenase (PDH)
deficiency (Nangia, 2012).

Its use in Egypt has been started since 201land full
publication on 2013 (EI-Rashidy et al., 2013).

It is also important to exclude clinical condition for
which the ketogenic diet is contraindicated (e.g, disorder of
fatty acid oxidation, disorder of fatty acid transport, pyruvate
carboxylase deficiency and porphyria) and assess risk factors
that may complicate the use of ketogenic diet (e.g,
gastroesophageal reflux (Kossoff et al., 2009).

The more common complications are metabolic acidosis
and gastrointestinal manifestations, such as abdominal pain,
nausea and vomiting with a risk of dehydration and
hypoglycemia especially in patients who remain fasting for an
extended period of time. Less common, but very important,
effects because of their difficult management include eating
disorders, such as loss of appetite, fluid rejection, and self-
induced vomiting (Ballaban et al., 1998).

The ketogenic diet is a meal plan with an unbalanced
intake of micro- and macronutrients; it may result in energy,
protein, mineral and vitamin deficiency and excessive lipid
intake, with a risk of unwanted side effects. However, its




