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Abstract

Epilepsy is a common chronic nervous system disease. Epilepsy treatment is still based on drug
therapy. Most antiepileptic drugs (AEDs) have different degrees of adverse reactions, and one of
the main problems is the effect of AEDs on bone health. About 50% of epilepsy patients taking
AEDs will have bone abnormalities, mainly in bone metabolism and bone density. However, the
effect of early AEDs on bone metabolism is easy to be ignored by patients and clinicians. In this
paper, the effects of AEDs on bone metabolism were mainly discussed from the aspects of early
monitoring, influence mechanism and prevention and treatment, so as to provide certain theoret-
ical basis for the selection of clinical AEDs drugs and the prevention and treatment of AEDs related
bone abnormalities.
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1. 38

TR A2 52 AR 2 6500 J3 N Bl W R RAE IR A [1], HAF2) 1000 ARG E . HR3E
BT HIRAT IR A A, B, 50 R R A 4%3] 1% 18[2]. BET, S EIT L YETT
RNE, KESpmin EHE e S8 BB PUEIR 25 Y)(AEDs) VAT BRI AT # HOR A o B I 2500 7 AT
KRR RAARNGITIERE, BB SRR AEDs ¥R TR, 405 RS 25 a) AH B AR AT 7 1
RIVER o A I () R DB T A AT RE P 73R B, K AR AEDs 5 &R P20 WA RN R L 2 )47
EHLFEMBCR, BT AEDs (3677 Yu B N B rT 8 HH BILIX S8 53] [4]. Horb AEDs X 8% fOAR s m 7e
PR 5 7 4 200, LR R & AEDs BTl ik 2 20 RO KA AL F W IR AIRES IR R I o] /e 7 E A
WE . AHFFER, 7EkRA AEDs Y097 0N B8, —F U EEE e R (5], 1 AEDs th/g—
P2 IhREZ5W, | N TR MR . BRACE . RSk AL e s BORE e, i HLE N KR T
Frlh, T #5 AEDs 8 FHAH G B AU AL 2 SR EE M.

2. BB
2.1. WEE X MUY 2 3% (Dual-Energy X-Ray Absorptiometry, DXA)

T URE XS 2R R A B ) P AR BT Y  (bone mineral content, BMC)FIE K/,
AL DXA PR EFEE #0505 03 5 X3, DR DIk 2 [X 32 B o it a1 B T o e R o o 52 52 )
AIX . H AL X B2 mT AR E 3, (B 5 % B (bone mineral density, BMD)F#AI /N 30%KF,  TIIAS
AEAS I 213X L85 5[ 6] -

2.2. BRBSEHERE

B AT B ACE A A FR AR G MIE S . S RE . 25-FE4E4E R DQ5(0OH)D3). HUR S5 MR ER
(parathyroid hormone, PTH)MI & B %45 ic 4 i LR FE M & 56 . 1M #% 445 10 ¥ (Bone  turnover makers,
BTMs) /& 7 5 T Rl RN W Yt R A R A () RN 2 0, A 118 A A 0 00 m DAl ol 0 e i 38 K% PR P i AR
BHR B K R EAT VP4
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G, FEE

B AR EVETE T B A i 5 2 38 A b Ik (N-terminal propeptide of type I procollagen, PINP). IfiLi& & s
4§ R i (serum bone alkaline phosphatase, BALP)~ T B Jii C ¥ Hif Ik (carboxy-terminal propeptide of type
1 procollagen, PICP)H145 % (osteocalcin, OC)5s o W ibr 4 E ZAFE R T BRI C % 38 BE K (urinary
excretion of C-, CTX). I B 51 N i 22 I ik (urinary excretion of N-, NTX)FH - Jit 57k £ 51 %5 (B-Crosslaps,
B-CTX). HHeHbr EWNEN—Fim B TBL, v DAAE— NI 1) 0 2B 4 2 DL i T A R e ] F~F
o IXLEHR S BT IR0 R KA 25 P B A XU I B R, DS B D A E 7 BV 9T S 1) 75
B[],

3. AEDs &5

—IUELE 71 2R S BT R AR T, BTS2 WK Z B (phenytoin, PHT).
2 kb Z (phenobarbital, PB). & & 767 (carbamazepine, CBZ)F1 N KA 115 55 FE A T AR BEHA S 25 W 0 v [ iR
#(valproate, VPA). 7 5L —W&(lamotrigine, LTG). SAHPEPE. INEL®T T (gabapentin, GBP). FEIHIXIR I Z,
SR IE B (8] BROE— IR T VPA XN F % S E AR S 25 25 70 T 7k VPA AT AR S8
(O BEE A B B 250 BMD,  $2 & 1375 B-ALP /K°F. VPA VA7 & LI PTH /KFF+&, 1 25(0H)D3
BEAIC, T B N X BE R BRI 20 [9]

BE & X R AR R R BLEIEFEER N, ARAR G 25T 2, Vi 2 8 U 25 9)(AEDs) AW Tl . 1%
BEHT ) AEDs A3 B B AE 5T R, 98D 0 VE 2 0 R AN R R o AR AR AE — S5 e L IX LS AEDs,
1 LTG. GBP. B 751 (oxcarbazepine, OXC). 7= Z i PG 3H (levetiracetam, LEV)FIFEHL A (Topiramate, TPM)
RSN, TR ER, X TH A AEDs X5 @ T 7oA IR, i B85 5 AH 57 &

AT 41 BGIRH OXC 253G YT KM &8 247 1 E AR A hr (35 #5 . BALP. PTH.
25(OH)D3 7KFE) A % FEIA 7T, Hr R 2 Hhrid WA o, (A MG E5 A1 BALP ZK-F (K, £33
TR, ORI (L2-LA) AT B8 L EL =R N[ 10]. — BRI 0TS T 8 M OXC¥RIT (18 1~ H)
XPE AR A LA s, AR & R R A OXC iRyT BB 1B SR b (& F53)
WARA GRS EXTEERIEWRLE, R EREIECPMA 2E11]. Fii—ut iR
LTG B A BB B LT3 SR o — S0 e o K Bl P S0 3145 ) SR B0 30908 s, IR LEV
SR E (T L NREEY I FRE TR, BRI TRE[12]. 281, EXHEER LEV 57 E
FHATH 1 ERTIEEIRIR B b, A RIE % RE TR, XEWSE LEV ] Ge AN 20 58 B FAC
PR [13]. IXEEEE RIGE] [ Fekete S5 AISTFF[14]0 5K55 AIEHIFEALBR(TPM)FEAR 1) LE 1 %%,
FFEE T MIESS . B EAR[15]. B — St R8I LY, TPM %A W35 58 B85 & 80 CTX 17K
o {H Heo &5 NFIWFFE R/ KR TPM 7T e X i 884 T e . AT & & W, TPM 2 CBZ ¥6J7
I MLEF R B E AT VPA 4(p <0.001). HEEZN)E, TPM iGITAHEE KL EEMIREM B RAE T
BAF . S5xtIRZAIEL, PTH /KPR (p < 0.001), BALP (p < 0.001)F1E 45K (p = 0.005)/KFFFE[16]. H
BT, XA AEDs 2990 E AR ORI M R A G — 218 XULH], A REUHT AEDs X f e S 1)
W HIE R LT

4. AEDs 3B 4CIF N 941

AEDs 5 5 (1 E 95 (14785 75 PR 2 A2 BEONLAR i AN B A, LS — (R B OF A e 58 2R T AEDs X
TERRROSEN, FrEL, At H ARG, 2 ARLE] Qg

4.1. HERE D RZ. RISIMESMEISREKEL

%5 AEDs (enzymes induce antiepileptic drugs, EIAEDs)i% 3 FIE4I A (4 2% P450 R%8, 44 % D

DOI: 10.12677/acm.2020.108275 1829 I IR = =23t e


https://doi.org/10.12677/acm.2020.108275

LI,

JIACUI R ik . X FEMEAE R DAL, e mRos b, s K, 98m kA4 FUR S5 )
Reuidl, HEERIK, RAFEEIM. AR iTEH AEDs FrEURBRES 2= 0 WAL, S A IR
7 RAEAFMER-[17]. VPA 7T SRECE/NE DI REFENG, RGN PRESFIBE R K . A NN TPM Fiitjg
FRHZ AT RE 2 1 AR Ak R ME B S8, PRI R BRIR T B A ) 77, w] S ECR R A, (RIS IR MRE AN 48 %
PEE FRH[12] [15].

42. EEMEFERSFEKIR

AWAREIR, AEDs 2 HEMWAKRANEAMMEEEE, 2ol EKARAEEK[18]. Lee
ZANRIE T VPA VBT S BE R A KRB A B AE[19]. XL 3 R ILE AEDs X5 ACETbr &
(BTMs) A%

4.3. RTHLFEEL

ARFTREJ, ETAEDs % VR AT VE K 3 70 W AT — 3 BOAS R 520 . AEDs R REHE 5 1 2K 3] 1 ) B
AR, S BUEY AT A PR E RS KT T B, XN R R R R EEAEA, HCT
TR SRR K. B, BB R RI A B A X AR S A I B a5 R . g Ja MERGR KT
MR BEIE TR, WAL S I8 LN AEDs 510 BRI B 2 Buh g AL BRIk A, 1E
TR T, VPA R SBUERE TR USSR TS 2 ZEM 2 FO0E[20].

4.4. SEIB¥REEZMEE . HEERHESE R K IRZ

WEFER Y, IR AEDs 2 5 BUMLTE & [F 3L DL & KT (T (210, 170 (R 24 4 Joe s R 2 169 m s - 440
WETE, FRARRCE RS e, S AL MRS, I B R R R 4G A R I < R 1 I R A
Ji, B AR R . BeAt, BEIUIE AL, IR AR R R R D TN R R (22]. A
DR AT LGRS B A P — S R S BRI 1R, AT RS0 B A B A3 1, (RIS ) o A 53—
MR R LT 4E4E K K A EIAEDs Z AR EAE . C2REN], IXEELGWRAR 1 s h 4828 3R K HKF,
MI4EA 3 K2 A A B Gla B AL EZRH I 7, KA LA Bon 5 . B s /Em
(IR 2 e Ao i 3 PRI, AT s B 3 ) DR [ 23]

4.5. EAbHLHl

WK R fE & AEDs Bl#EE Z RN A — MR 725 AT BB i pE S e B EE, AR
ik = o= 3 EURCE 4R ML T e B RS A ORI R R R . RS, R AR — e R . R AT
AT Fr i 52 AR 1) 5 e B 4B I P, DR e A R BB R [24] (250 WFFERIE, IR PIRR A BLR
AEDs VEITIEE Y, B 7%~46%2 HIURMILAE[26]. X2 5 CBZ fl¥K 75°F(0OXC)%s EIAED 597
KIHEWAR N . Brikz4h, BRA VPA 5 LEV B ME IS IUE. 2R CgiEse T
AN IILIE 58 R A A 3T 2 (A E 2 BV 9 2R (27 )0 B3 () — THURIF 8 IE W - 72 HEBR B0 B8 3 B R i A
(AN FE R R 2R S5, E S HH PSR B A I o A - 2 BRI A 7 e G TR 2R 28

5. YRGBT

YW VRI7T 7 o] T B AVEIT B 5 R, BREEA. 4845 D A 7e . BUBRR 25 S & B AT
5. (H2 BT A =T Jb8iyG T mm A< 8 AEDs MR E I E A IHIRTER . B AiA L
W, VF% B AEDs 7T 51 48 H0-BH 5 T LA I 25 45 144 2 D (IR 4k Bk 3 40 45 A0 SR I6 T7 BT
{HH T AEDs 897 MEHRH R TEM4ELE R D IBITHE A& BT DU E B0 2 DUTE 1% 8 2= 20
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G, FEE

FTRATHIE, TR B AR HBAS AR D. R A AN, 1iyE 25(0H)D 7KF > 30 ng/ml
A RESE SR A LR AR B T L T 9 [29]. BE2%. B SRR S FRIT 90T 2R I S i UGBk S (8 F 7 i, RUAS &
MgedE R D KT RES SBUF. B S, AR B B, DUBEER 52 JrE ik k&4,
I TR B R IG  OUBEIR 5518 3 100 1) 8 B A s P 8 o el A A R U 2%
FRe SR, — MR, BT RUBEIR 2h B A S Re, DRI AR T A aiid L, h HILTE JLE
R TR . SR AR VE T A SR B S X 205 AEDs SBE M E iR A EEAEA . R
ARARMARE IS S0 e 2 R B R B AT O .

6. LR RRE

i Epng, HATKEOHT S CARY, H1 AEDs 29975 T M EH RA AR ERE: BEIOER,
B AR EY) OISR, BB EE 2R AT RS EEET, RESAED )
A RES K AR BUE ARE . DRIk, XA AEDs 897 (1 8 E B AT 5L 00 B AR IR I K 52 3R 1
HAERHE . R H AT AEDs 5 38 e e om IO AE ML IO BE AR A BERE, (HE DI IMLRI TSNS 2E
Pltk, 7 AEAFIZER AEDs (B [H AEDs)X i A4 5 A QI 26 L 09 21 AR 2122 A B 3000 A it v fs 28
&, IR EE A PTG T . 7T, N AEDs FrECE A TR A6 T 2P (an g A A
Z D)EAT 2 I REH U RS, Dy S 2G A AR I HLSR O SE 2 Rl PR K 4 o

SE
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