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ABSTRACT

Purpose : Ketogenic diet is one of the effective anti-epileptic treatments for intractable childhood
epilepsy. This study was performed to reveal the anti-epileptic efficacy. complication, tolerance, and
other neurological effects of ketogenic diet. Methods : Classic 4 : 1 ketogenic diet was introduced to 49
patients with intractable childhood epilepsy. Anti-epileptic efficacies were studied according to seizure
classifications and epileptic syndromes, and other clinical features such as complications and tolerances
were observed. Resutts: Complete seizure control was observed in 18 patients (36.7%), and seizure
reduction over 90% was obtained in 9 patients (18.4%). Ketogenic diet was most effective in infantile
spasm with seizure free rate of 60%, and least effective in Lennox-Gastaut syndrome with seizure free
rate of 26.7%. Improved cognitive function was noticed in 63.2% of patients, and improved behavior
was seen in 27.8% of 18 patients with behavior disorder. Gastrointestinal complications such as vomiting
and diarrhea was combined in 67.3%. controlled by symptomatic medications. Lipoid pneumonia was
complicated in 4 patients, and prolonged increase of serum uric acid over 1 month was seen in 3 patients.
Ketogenic diet was difficult to be maintained for a long duration especially in patients with incomplete
seizure control. Condusion : Ketogenic diet was relatively safe and highly effective anti-epileptic treatment
in many patients with intractable childhood epilepsy. Complete seizure reduction rate was highest in
infantile spasm. (J Korean Epilep Soc 2 : 127-133, 1998)
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Table 1. Age and sex distribution of intractable childhood epilepsy

Agelyr.) Sex Total
Male Female
<1 2 1 3
1-5 18 14 32
5-10 6 4 10
=10 2 2 4
Total 28 21 49

Table 2. Classification of intractable childhood epilepsy treated by
ketogenic diet

Types of epilepsy No. of patients (n=49)

Infantile spasm 10
Lennox-Gastaut syndrome 15
Partial seizure 12
Generalized seizure 12

Table 3. Effects of ketogenic diet in intractable childhood epilepsy

Reduction of seizures No. of patients (%) (n=49)

Seizure free 18 (36.7)
Over 90% 9 (184)
50 - 90% 10 (20.4)
Under 50% 12 (24.5)

Table 4. Seizure reduction after ketogenic kiet according to type of
epilepsy

Reduction of
seizures

Type of epilepsy
IS (n=10) LGS (n=15) PS (n=12) CS (n=12)

Seizure free(%) 6 (60) 4 (26.7) 5 (41.7) 5 (41.7)
Over 90% (%) 2 20€) 2 (13.3) 1(8.3) 2 (16.7)
50~ 90% (%) 1(10) 4 (26.7) 3 (25.0) 2 (16.7)
Under 50% (%) 1 (10) 5(33.3) 3 (25.0) 3 (25.0)

IS : infantile spasm
PS : partial seizure

LGS : Lennox-Gastaut syndrome
GS : generalized seizure
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Table 5. Effects on behavior and cognitive function after ketogenic
diet

No. of patients (%)

31 (63.2)
5 (27.8)

Improved cognition (n=49)
Improved behavior {(n=18)

Table 6. Complication of ketogenic diet in intractable childhood ep-
ilepsy

Fig. 1. Seizure reduction after ketogenic diet according to epilepsy
type.
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Complication No. of patients (%) (n=49)
G- 1 disorder 33 (67.3)
Lipoid pneumonia 4 (82
Uric acidemia 3(6.1)
Hypoglycemia 2 (40

*One case died due to combined viral pneumonia
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Table 7. Maintenance duration of ketogenic diet in intractable
childhood epilepsy

Duration (mo.) No. of patients (n==49)

3-6 35(25)*
6-12 10(5)*
12-24 3
24-36 Wy

*Discontinued during treatment
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