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Lipid Profiles in Patient with Ketogenic Diet for
Intractable Childhood Epilepsy
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ABSTRACT

Purpose - Ketogenic diet has been frequently used in the treatment of intractable childhood epilepsy since
proven strong antiepileptic effects. Because of prolonged maintenance of high fat diet, long~term side effects
of hyperlipidemia and atherosclerosis has been concerned, but there are no sufficient data revealing lipid profile
from ketogenic diet. This study is intended to investigate the changes of lipid profiles in patients with ketogenic
diet. Methods : Sixty—six children (0.8~14.7 yrs, mean age 4.6 +3.6 yrs, 33 males and 33 females) with intrac-
table epilepsy treated with the classic (4 : 1) ketogenic diet were studied at Inje University Sang—gye Paik Hospital,
from January 1997 to July 2001. Follow—up period was more than 1year (range : 12 yrs). Cholesterol, HDL—
cholesterol and Triglyceride (TG) concentrations were measured at 1 day, 7 days, 6 months, 12 months, 18
moriths and 24 months, and LDL—cholestero! concentrations were measured. Resufts - 1) Total cholesterol
concentrations were significantly increased from 7 days to 24 months after ketogenic diet than that before
ketogenic diet {p<0.05). 2) HDL—cholesterol concentrations were not significantly changed for 2 years. 3) LDL-
cholesterol concentrations were significantly increased at 6 months (119.9 mg/dL, p<0.05), and 24 months
(128.0 mg/dL, p<0.05). 4) TG concentrations were significantly increased at 7 days (164.9 mg/dL, 0<0.05), 6
months (209.7 ma/dL, £<0.01), and 12 months (192.0 mg/dL, p<0.01), and were normalized at 18 months, 24
months. Conclusion - Most of lipid profiles were significantly changed during ketogenic diet. Long—term compi-
cation for cardio—vascular diseases should be further investigated. (J Korean Epilep Soc 6 : 124-127, 2002)
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Table 1. Clinical profiles of patients
No. of case 66 (M 133, F 1 33)
Age (yrsi 46 <36 (range 0.8-14.7)
Seizure duration tyrs 3.1 27 frange03-12.8)
Height SDS* 0.18: 099
Weight SDS* 0.17:1.18
BMI (kg/m<) 170428 wrange 12.8-25.7)
+ 1 SDS (Standard deviation scorei= -5 A3 - & A /5D
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Flg i Cwonqes of total chotesterol concentration. D - doy
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Fig. 2. Percentage of hypercholesterclemia. D - day, M : month.
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Fig. 3. Chonges of LDL- cholestero! concemrohon D: doy M :
month, = © p<0.05 vs. T day.
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Flg 4. Chonges of Tnglycende concentration. D - dov M
month, * : p<0.05vs. 1 day, T p<0.01 vs. 1 day.
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