5521 % 55 5 101 P E % RILHE & Vol.21
2019 4E 5 A Chin J Contemp Pediatr May 2019

No.5

RBRAL G G EHRAHAE R RNRE
BeJ7 . HM EAN AL 20 AR KD 95 U HI T
JIRYT, BEAPOEVR—F AR Tk, HEE

doi: 10.7499/j.issn.1008-8830.2019.05.010

s VN e

PE AR B eI P LR JRACHE K1 i 535 i

HE OMERR X% X

(BEEHAXFHEWFERILAA, 48& 38N 350001)

[(WZE] B/ WHRAETKE (KD) XEAHE S LI 2SACinyszm, @it i g i 22 kil 2 KD
TEIT I B LB A S KRRERE AL RS . sk UEE 2013~2017 4E4T KD JAY7 Y 47 GIXE TG R 52 LG RS E,
K LIRS AT &R 3 N H IS IR, S35 HM =0 (TG) . BIEFEE (TC) . M4 H (HDL)
AR R & A (LDL) ;5 314 LDL/HDL Lef . ShkAEfbse % (AD) | 2K B sh ks b5 (AP ) Fim g4
A8 (LCL) |, SRS SRR LI XU, 8 KD IR 3N AR, BILTG. TC KRR R T
HDL 7K FESARIT IS A T, (E22 R 802#2 X (P>0.05) 5 )L LDL /KSFEFE KD i6Yr 3 M HEIHE ST
JBIFHT (P<0.05) . KDI&Y7 3N AJE, HJLLDL/HDL H{H . AL, AIP Fl LCI 308 54 e Ml LA 71, 3
1Y LDL/HDL Al AE I LIGI RIS LB 25 A Gi 405 L (P<0.05) . 45 KD AYr2sl LDL K FThe, 3
[k REREILAS bR LDL/HDL FLAE TR, 3% KD JAYT AT RE SN sk ok REAg Ak 22 28 KUK .

[ PESHRILBIZE, 2019, 21 (5) : 450-453]

[k ] MR AR E; missE; hibkopreifh; JLmE

Effects of ketogenic diet on lipid metabolism in children with intractable epilepsy

CHEN Hui, CHEN Yan-Hui, LIU Ling, WANG Yong. Department of Pediatrics, Fujian Medical University Union
Hospital, Fuzhou 350001, China (Chen Y-H, Email: yanhui 0655@126.com)

Abstract: Objective To study the effects of ketogenic diet (KD) on lipid metabolism in children with intractable
epilepsy and the risk of atherosclerosis in children treated with KD assessed by changes in lipid profile. Methods The
clinical data of 47 children with intractable epilepsy from 2013 to 2017 were collected. Blood lipid levels including
triglycerides (TG), total cholesterol (TC), high-density lipoprotein (HDL) and low-density lipoprotein (LDL), were
detected before and 3 months after KD treatment. LDL/HDL ratio, arterial stiffness index (AI), atherogenic index of
plasma (AIP) and lipid comprehensive index (LCI) were calculated to assess the risk of atherosclerosis. Results ~ After 3
months of KD treatment, the TG and TC levels were slightly higher than those before treatment, and the HDL levels were
slightly lower than those before treatment, but the differences were not statistically significant (P>0.05). The LDL levels
of the children after 3 months of KD treatment were significantly higher than those before treatment (P<0.05). After 3
months of KD treatment, the LDL/HDL ratio and Al, AIP and LCI levels of the children were increased compared with
those before treatment, but only the increase of the LDL/HDL ratio was statistically significant (P<0.05). Conclusions
KD treatment may lead to increase in LDL level and LDL/HDL ratio, suggesting that KD treatment may increase the risk
of atherosclerosis. [Chin J Contemp Pediatr, 2019, 21(5): 450-453]
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