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Abstract

Epilepsy patients mostly need long-term medication or even lifelong medication, combined medi-
cation. Antiepileptic drugs (ASM) have been proved to have certain effects on multiple systems
throughout the body, which should be paid more attention by clinicians. This paper reviews the
effects of ASM on lipid metabolism and cardiovascular and cerebrovascular system.
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1. 518

TR A2 LI AR RGg e, BURARAR T A, SRR . wiEK, SOt AR A
#H 25 (World Health Organization, WHO)E £ BJj ¥ A S AE H00 « JR s2 e 43k 7000 TN, REK
ESEBEANN FKEM W RITE A, ERR s R SR, BB, HEAEZ
A% NGRS 03 R[],

P S A, AR 1 S LU LRI 50 IE N . TEFRREIR(>50 Z)IA
e, ROW B R A M N, 70 2 DL I NBE AR S A S B R RN B R (1) ks % v T
RSN ISR, X T BE AR R T e SR 0 ko S5 b 77 0 1D R JRURS 3G 0 o T B8 A T A T R 5 40 I ORI
g RAERR S BRI R 225, DS TR I e R - i mT PR A B 22 00 [2] . TE IS Hh AT B
i, 3 M IERR 1 2508 2R T8 E 4%0%] 12%0.2 [F][3].

KK T W T80 85 A AE T A A AR LE B P o S5 Sk TR R i J8d A D% PRI 7T LUK A= 7EAT:
TS o LA 008 A 2 A N L) fes B B 3%

2. FRWZH(ASM)

FETURR 25 VIR T, el TR R 2 e, 8% S SO AR AL ANIR], - H RTRY B AR A
REAIRAS Lie @O I 254,  DUA 250 R BEGR M S, HLZG IR T AR ARZ IR 1) BR YT T B 4]
Hil, JUSMAMRAE U 8RR A BA T Z MR35, B 420
PR s A S5 2 ) 1Al 1L 75 24 1R P PR BB AT MR (R AR T i) [5]

JITA S — ARGTIR 25 0 0] 5 S A R BEBURS, B TR LT R PR e b7 2 e PR B 2 32 3 VF 22
HEAE R 2550 o« R V6P JRZ I OR L L %2 /A B 5 71, TR IRIR A 22 AR EhE 12,
Ko PR I e 25 Wi H A T R JR R . RS SCRRAR 3 4 58 —ARGUON 254 L IR 25 B A R
LB A AR A EAE I 77, AR R I — Uik AR — Mg, A28 AR 2518
HE SR s, B2 R —ARGURR 25 R DA EAE R, (HEATAT PAS2 21 H Al 25 A AR T2,
i, B =GR A 52 2 P9 R P A AN SRR, IR ST, SRRy, SR, Bk
SRR, XK PAREE, 2R R S =R R R R RO T 5 AU 2
WA Z I MFE IR, (BOEA SRR, X sX e 25 W i 5 AT VR T 29 IR A e i), e
HR A 5 24BN 1A IR A E DU » B0, FE36 Y7 PR2 B G I P 1S ] 1 2 245 )y 5 = R 4 LI
TR DL T ML Sz 5 = R R AR HLIE W 35 K. R 2 B —ARHUR 25 W AR, R
RRAEGPIRRFFEA ARG B, BUSE =0, 2 44w piiH . SR PP AT Bs s T &
TEEH RG], XL 32 2 H R B e SRR A et BB R . R4 — AT
TR 25 S 1EACH 25 WA ELAE AT REPEAG, 06 T 32 HoAt 250030 )7 (K -8 8 JUHATR],  AAF A2 & JFAE 1
Bl
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BE BRAX G B SRR IS RERE 4L

BN S S =P NS N A N JE 20 =D T B VI = s R 1 e o 2 3 o< = = N | [ E N = e R L= 1
AR 1 B100 4 T 415k (apoB), 44k A R 43 1) i 2 AR, W AR AR ARG % FE I 28 11 (very low-density
lipoprotein, VLDL). H il =Fa#i e B R adiEke, JEH TReEHEFEMMEAE. BEE I =Beb iz G
B, #EBRKEY G, IREAREEE, $ROKE AR S A (low-density lipoprotein, LDL) [6]. #A1f,
HER R ZARE] VLDL kL. 5k BRI LDL BOKAA 2 Rl — M 3 8 1 B 78 F A= i i BAAS [F] i
BRI 2R, B T HAEHMNE R & &, ERZHAEI T, 90%MIEFF apoB Fikie LDL Fiki. fEH
A= it JE A AT AT A, TC 8 HIR I & e, AR/ T 70 nm (E R B2 1 B AR EE (AR mT DAEE I Y B B o,
FEFR BLE P] R o O R GOR IR A B R ZE B kB b . #IREE 1 B R Lk N AE S ke, BE 5 R
(] i B R CE R A A R, X2 S B R A BB A R R A B IR (7). BEAE B IR 0 HERS, RN
T % apoB 1) VLDL. kB MUK LDL FOkif R 7E Sk EE b, Sk RERE L BRI 4K [8]. &4
% apoB MIIREE A ARA —/ apoB 43T Ak, I3 apoB ¥ &G b ]l R 7E Bl ik BE v f S0 sh Bkl ke
Ttk apoB Fk At 5 1 B 3220 B A .

PRE B LSRN I i S A2 S K SR AR A 1 o T 08 R R S B B IR R o R BE LA AT 7T
X} 60608 A TR B, k2 5 5k B E I ot s 2 5 SO O MU R0 2RE, K% FE IR 2 1 F T Bt v
S FEER M CNERT, AR R A S B AL R R ) GBI R (9] I S, R H vl =, S IELE
B AR FE N R R BE N T s FE MR B R BE M FRAIR, = R AE S KSR AR AL 1 32 L [N 35 [10]. K24
O I LB 5 975 (RO AR A i IR 2 5 Jhk 5 R A Ak (Atherosclerosis, AS). Bk sk RERTAL /2 51 ik BE ) — R g e %
TEAZERVE R N 2 3 B0 TR A A7 5 0 () S B SR TR, X6 A () T WA JRCIE GO LA ZE AR o JXURIE 7
Pt TV 2 00T BN KR REIE A B AR 3 2 1 NE IRIREE[6],  7E4 RASR VN T+ m K% B e
(LDL)/KF, 2 RBEfE I [11]. ARAE SNSRI NARFR A NSE, K2 BB K FERE AL W46 BN kR TH N
B AR ER 2 R AR A o bk A R 4 M P e AT S A R B, 24 a2 BRI i R R e I
JE)F, IR, EHRMMIR O, P9 RS AR RT A R 4 i A0 5E S5 R 2 i i3t 7 30
i B w5 L ]2 4O AE %5 i B 1 (LD L) A0SE [ 148 N RH R B, T DR (14) A AXAB U B 23 1T RE 215 5 1 20 B
By, e KB R BURL S AN IR AR E RGN N, SR N I E R R, A s S
SEA AT R MK N E S BIABE[12]. PR 2 R B (IMT) 2 tH 550 Bl N 32 4 F A sl ok ks e
WPl FRAR[13] . FEZ TR T, BN P A 2 JE B (CA-IMT) SASIE B RJ AT O fid 1L 9955
AR . X CA-IMT BF 5 HIIEAL #8757 1A (CA-IMT) 4 T R 22 53— SEAl F 2 2 ik B 5 (39 3 ik
[CCA]. ZABNIK[ICATEINANKER) FrdEAT iyl & 28 20 (7 3 SR & (1 e R ABL . 22 il & 1 e AL 1Y)
SERME) RS AR RSN R EEOMT) I E A R R R A (1
RIS KR TR, AR CA-IMT FIBE SR T RS i AT Ak o IR LA 1 5 4 330 fok Py B
HH 2 TR B SR VA O ML/ XU [14] o

4. FPRRZSx R R A R BB RERE AL YR M

AW R WIS IR SRR AL ORI E] . SRR K S IO R S, 3 U B A B ) I i
K TEREMA[15] o

S O I BE T AR XU HE 738 A B v 1.5~2.5 1% (Brodie 2%, 2013). IILfJ 5% 500 i L5
IR A G, R, AT A R ] e A LG 225 18 i A 1 L] 2 (1d-c) DA B ARG /K P v 2% g 2 1 L[
(hdl-c) 5.0 FE T3 AG F[16]. SCHREHE 2 IR 259076 97 (RI4F 2 ASMS 45 F Ay 7 Fp i [a]) 5 mf
RES8 0 Co X5 958 IR (R A AL S BUKF- (B FE A R TR 28 2 il SUBR B TR 2 1) A7 7E S B o
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JIR FH P 5 S U R A 2P ) S8 MRV BE T e, 45 FH AR5 S U R A 24 J X 26 I g4 K is
SRR, G, FFEES SR AR S EUIAR R I R B R R [17].

Mintzer 5518, IR A - 5 76 ~F R0 2R Z AN (R0 2, (37 A BE [ (TC)  Hah =EE(TG) ik B2 1 (18],
PR RIREN AN ST, AR AT (R ke 5 320 FE o i, S0 B 2 AR EE R, AT 5 35O H T =R K
FThE . SRS HT AT T HRIE 1 VPA XS IH E B AN RS20, 5140, Nikolaos %5 A (2004)# 15 VPA [#{IK
TS ERE K, (B2 Erminio %5 A (1994) K& 3 VPA T 1 HE B .

SRIMIE A Mk o] F B B R, 153 ASM X I KU A8 35 S MR 7R AR KRR BE R R A . B A
KRTHEVES IR 7T, PAVEALH7T AL ASM XEBT2 Wm0 L4 U R AR S TS IE 2 W, %0 FU4E 55
TIHIRHEEZ —MR ASM L2567 0N B, B2 S PEIH(LEV) B 5T (OXC) FI LIt e
(TPM), it 7 & I B ] LEV.OXC 5 TPM 33 ik ks FEAE AL bR 5 AR5 T, 45140 apoB . apoB/apoAl
EbR . @kt &R A LDL-C. FTH —41#RE 7~ H apoB 7K F- 1 apoB/apoAl Lb ()2 E N, Xt nf LA
LSS AR AL I BUBEFR, A VPG I KR IR AR[19]. AR /KSR RS2 B0V 2 TR 2, 431
WS, VERIFIAEIRE(BMI), PRI EH K AFRIX SR R 2 A SRR g AT A2 .

T B AT R B WIRTT, I HZWMIRIT R AR K, AR A, XA Rk i
AL AR DRI RS o AR A PUIR KA 245 ] e B0l S e S L RS R K C- ISR IR
JEE BT FRODR AR P BERAIC 48 5O, 3K S8 AR 4 351 5 Bl K SR A AR T2 1A D [20] o ZE AR AR A28 ok R A PR IR
TR 2RI, R S A SR AR R . B IR AR R AL A R RS, T
FOIRT T A KU RN DA B FOAth E 3 ke i3, R EUAH RS i
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