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HEMATRERNMZRE W KR, 2t AE0H
6500 J7 N 32 Hmg mil . 78 K i B 58 HAR 22905 302 0. 5%0, T
TR 700 . F K R 9 B R R 2. 89%0, L Lt
BB B3 0 M 3. 83%0 3. 45%0 . I TH AR A B R i Ry
2.34%0.3. 17%0, 10~ 19 AR R 4L % R0 12, A Ik, i
WA RN AR R T E RN, B RV G T
YR IT R . FEIG IR IR TT PN 25 9 (Antiepileptic
drugs, AEDs)7E251R 8] )5 F 2350 = 77 T 22 20 B 5 g A
25, BRTWFIEIA N B 22 A Pl B8 2 B0 PR 24 8 2 i
MEZGY TR ZE R EERNE ., HIL AR AEDs 47
WRAG2EAEY, A R T SR 2590500 = D25 W R
SEIHE AR AMERAGIA ST | DR AR AU R B A
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1 UGT £ FE#FiA

PR 1l 1R 8] 75 W T TR 3L 7% B i ( UDP-glucuronosyl-
transferase, UGT) 2B Z (1) Il M E WL —. N
i UGT f 3£ B 4y % UGT1, UGT2, UGT3, UGTS U5
Wi, ik — 2540 UGTIA(1AT, 1A3,1A4,1A5,1A6, 1A7,
1A8,1A9,1A10), UGT2A(2A1,2A2,2A3) , UGT2B(2B4,
2B7.2B10,2B11,2815,2B17.2B28) , UGT3A(3A1,3A2)
UGTSABAD HA WK KD . A UGT1, UGT2 F %43 fii
T B A S DA P RS P e UGT3 &
FLTE M AR S AURE IE P R B A IR A B I LR
RENHFZIRD . UGT 252 ML S 9 /105 45
JRLTZR H R RER 2 I B R | R R A e v vk
YA M HJR VR 28T 250 W SR AR T B AL an B R 22y
Wy (e AT AR DR T R MER IR R (BB R (GR L k
JEFURAE S ) FHAD &R R 259 GE S IRPT R 25 R 3R %
550 L BTN 25 ) (R S V5 R PE S T GRR L B =
B ORI L2 R Z ISR 0w A PR IR L . 72 AR
J7 16 I - B T A IF IR UGT & UGT1A1,1A3,1A4,
1A6,1A9 F1 2B7, Hh UGT2B7 {23 T 35 % I BR 259 (¥ 7
RS PR AL, b BN b B UGT Rk h i EE M 1
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2.1 BV FZARERE LS

B P4 (Oxcarbazepine, OXC) J& B Rij s R FI R 55 —
RG2S, I TFIA9T 4 2 DL LT RS GR /- PE 1 5
Ak R T A E. AR ORISR B LT-58
S R R 2 A M AR R AT AR 10 11-2E 1058
e P55 (Monohydroxy carbamazepine, MHD) , 94 % i)
MHD #£ UGT i fb F S5 R 4 & B 10, 11- 24
10-¥2 2R 55 -O-B- 7 4 BEIE R 245 A W) (10-Hydroxy car-
bamazepine -O- beta glucuronide conjugates, MHD-G) i i JR
WHEHPRANST Rk, UGT B35 k28 25 ™ 5% i MHD
BRI, AT Rk 28 MHD 1fil 24 7K -, S & S BOA T A BRAE 5
ESY R W N Y a T

H i N AN R PSS-S R 2SR A, S A
REARME. Lo 250858 UGT1A4 142T>G, UGT1A6
19T>G,UGT1A9 1399 C>T 5 MHD /K & OXC 575111
HHOEHE, 25 R B 7R UGT1A9 HH £ 3542 # i MHD /K-
R IRVETIFRs R R, UGT1AY 1399 C>T 47 H A
SRR 1 BB LA 98 AR SR AR 3 19 MHD ZKSPAIG, 4 il 4
W& AE B 22, Shen AET 4N A 116 W B OE, R T
UGT2B7 3 [H 2 38 M X AR VG- 1l 25 7K B I r 3L s i , 45
SR UGT2B7c. 802 T>>C(rs7439366) 567 30 SR AH X,
A5 OXC KT, kA A 184 ] Hh [ DU
B HiE UGT2B7 c. 802 T>C F R R4S # & 1) OXC 4ifF
RGBT K, 4l 5 RAR IR A RAET K, Yang % i
UGT2B7rs28365063 (¢. 372A™>G) 5 MHD 7K EAH X,

2.2 BRVEFHABRERE RS KRG 05T

% UGT 4b. 40 i {4 & P450 ( Cytochrome P450,
CYP450)%F OXC Qi i EZAE A, CYP3A J& CYP450 £
FEME . MR % Bos CYP2C19" 3 BH £ 4
P2 MHD I 257K 3, #7592 i 8 5 3% CYP2C19 i
PEREAS, MM #E B 7 MHD ifi 25 7K %, J& #2209 R %
CYP2C19 HEATHFSE . 4 A 65 Bl JLEE . ki CYP2C19” 2
JHZ A4S MHD KB ZEH 5,

ATP %54 € (ATP-binding cassette, ABC) &2 5 OXC
PRI o) — B B 58 1A, T 0 T 24 b b R 4 AR
F™, Shen ZEM 53453 /R ABC Blrs1045642(c. 3435C
=>T) HeH 2 80 S0 8 E AR L OXC 7KF B 7 3 6
CC ZHA A 254K -7 F CT S TT #Y, iy CC LR AL )
5 OXC W7 3 e 1 1 ABCC2rs2273697 (e, 1249G>A)



b SR ZBN 2021 4F 4 H 5 28 B 2 1)

F1 HNF44rs2071197 3£ H £ A4 5 OXC K FEfIF 38 1
e, BFERAENRE ABC C2c. 1249 G>>A =Fhi5E A 4 (R
Hrh OXC 44505 AA>S>GA> GG, iF B IV 3 K 2 5
5 OXC 4 £ 7 & B 3% #1 X, Yang %1% i 1 ABC
B2rs2273697 5 MHD /KA, 22748 1) ABC B2 rs2273697
LIRS L AR B TR 2 = 19 MHD /K F-, Wang
SELSTREGE g N 66 16500 B2 3, 32 B CYP3A4/5 fil ABC Bl
FHWAEZAGEAS S OXC M5 LHiPiH iz =k,
PR ERTE H #3519 MHD #1 OXC iR fidt s, Hmt™
TH3EIESE ABC Blrs1002204 Fl rs10234411 437 45 49 TT B g
F A AN PIRR I DR R HR T O (A IR 2 5 R I, 2 KT
A e -1 i K AE , ZEHH rs1002204 Fll rs10234411 RN £
AME OXC flE 5K FEHE,
2.3 BRVGPAER S B G2 aT

BARVGSF-FT MHD £ 9 F B 38 13 BH W7 i o A6 A R A
S A T Sl A FE B TS D L 5 VR RS AR S Y T
A JE R 4N T o IF BA {3 1 (Sodium channel o-subunit
type 1, SCN1A), SCN2A, SCN3A, SCNSA, I % k™ 4 i
L4 SCN1A TVS5-91G> A 875 % {7 3L R 4 J 35 Lk
P I AR A 0 R I R 3 OXC K32 1L b 5 RRAI%, 4t
LA Ze A 98 AR A . Manna 2507 36 SCN1A ¢, 603-
91G>A FEH A 5 D6 P o 8 R PP 7 = JE 6 HEBR T
SCN1A Z&MEER AEDs S MR i 2 ZEH .
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3.1 PIRER AR S

KR (Valproic acid, VPA) 2 —Fh 3l 5 T K 4K I BE 1
KEEERR IR , VPA WG PRE F 897 W0 A v & A, B d
FIRIT RS 5 4 I A5 L BURE 155 Ja 8 5 £ SR AE IS ol
%, HEr2E S0 A R R AR E 3R T A £R 1T
PR B AR BRI, VPA BB H A R E (87% ~
95%) IEBR B (6~20 mLh ' +kg '), AKNH LI
RYAE 3 FFEERZ.50% i UGT 25 172 v m /e
Y%Lk B AEALF 10% CYP450 £ S LA .
AT L UGT 78 VPA R iie 5 EEAEA.
3.2 UGT B &M SN C R

Hung 2627 44 A 162 {51l 8ok i VPA 3697 B0 5
F LR B UGT1IA6 19T>G(rs6759892) ,541A>G
(rs2070959) F1 552A > C (rs1105879) 28 A% 46 o7 F [H 415 45
e AR 5 T B ) A TR R , X TT e s B R AR 3
FER R UGTIAG BEE . HE Guo &RV MHE £
SR ST L AR — 30, HARUT R4 6 TS ) meta 23H7
WHESZ T 541A>G Hl 552A>>C 4li &5 R AR VPA K5
BT AR AR (B A A S I AR Al A R TG B 3

SR IMVRA Y B ST R W UGT2B7 802T 454 e X 5

W VPA M2y /KP4 CC F R 28 g 2 0 B AR AR . SiE A i 07
MRS VPA MK P BEME, M UGT2B7 211G>T 5
HZ &S VPA 257K F-JCH BAESetE . He X UGT2B7
802C>T MW FE 45 K 5 Zhang %2 — 30, b B %20 1
58 kB UGT2B7-268A>G 3:H £ 8PE5 VPA 25K A
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—E A AA T Il 257K 7B i 5 T S AN AN SE R B, Tn-
oue ZE2TV 4 E L RO B % UGT2B7-161C>T Z25M: 5 m
VPA /K-, CC HE [N £8 25 8 2 J5 79 3G 2 1 25 /K FAIRF CT
g TT 3P AR, K522 95 A 109 B &L BFoT %
BR#EAY UGT1A3 T31C 848 3L A ) f LR #5454 1) VPA
FrUEAb il 257K P 7R 75 IR A B R & 19 VPA A BEA 3L
FEHIAER . E AT E SN AR [ AL W5 S5 A B )
AT BT B RAEA HE (S

4 HE=

4.1 PR =ERRE

Fr B = (Lamotrigine, LTG) A B BIHCHR 15 P F1
i 321, AR SR L RSN B3 2R I A2 G AR Y
PRI . LTG O RS W A 524, A4
FIF B Rk 98%0 . LTG 325338 o 5 26 s R 11 FH AT A
R, ARZE R T TR RS FR A - 25)
A3 LTG AR S 80 5 AT BEAR 100 79 A2 . 0H 7T A
B RS R ) 0 LTG AR, S5 80 i K7 7+
1 UGT R BRI LTG AR EZAE M E UGT1A4
5 UGT2B7 Wifp 4, HaiiF o8 e 32 1 % A0 56 1 2
UGT1A4 % 2(P24T; c. 70> Aj;rs6755571) F1 * 3 (L48V;c.
142T>G;rs2011425), T iX 2 4~ SNPs B IA SCHAT R
KE BB ST A ST, 45 R AR 84— 2L
4.2 UGT SEHE 2SR5 =m0 R

Chang ZP g 4 B H] LTG 367 9 HF E A5 106 617
WA R AT ST, 45 SR BR UGT1A4142T>G iy TT
R E BAREN LTG 25 /K ME - I6 7 808 R
UGT1A4 142T>G 25| & UGT R i 1k 1% 14 34 5, = 5L
LTG MKV R, 25 Guleebi 2557 g4 A 131 fil + B3
B Reimers ZEP2 9 A 178 {51 725 i 2% 8 35 Bl BIF 9% 45 2R —
3; Chang 2505058 B I 2 ] UGT1A4127del A JEFR B[ i %
M LTG KR i, Hor 1 458 3 R ™ E ) LTG A G B2
AR IR IEYT BB T 3% LTG MR R FAERY T, Re-
imers 255U B R FH] UGT1A4" 2 . 70C>A 25 | 5 [ i /K
SETF R A BEAR DG . BGE— I meta 3% 9 ST B
TFFANT - 45 R % UGT1A4 70C>A f1 142T>G X2 =
AT R EL A B, R UGT2B7-161C>T 44
FRAF K- B LA B8 3 v T I AR BN 4R A AR Y 4R OR
UGT2B7-161C>T 4li & 58 A8 5 Bdi/ b F 25 7 1

5 +OEF

5.1 REFEFEAH

5 P55 (Carbamazepine, CBZ) J& —Fh 3 2 1 25 4, {H
0T 1z FVEVR TR . R S PSP AP LT 58 2
HA R 574G DL E iR 8 N k. CBZ &
Tl CYP3A4, CYP3AS f1 CYP2CS 1t i, LI CYP3A4 #i
CYP3A5 3=, Hi4MREm/E AW e CBZ Uih R B2
YEH, Staines 2554 B YGIER T CBZ 2 UGT2B7 72 il
[t
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5.2 UGT #HZEME R DV PREEER

Lu 55V k58 W25 3 5 V5 S B o ) & 55 UGT2B7*
2c¢. 802C>T FL[H I g 2 4056, UGT2B7 " 2 28748 S 3 g 1% P
30, DRt CBZ e 2 A5 Hp A e8] 2 A T R 1 gt 338 Jn , 2 B0bs
WAL CBZ AR T UGT2B7 B4 B i34, 1R R AR Rl 3
TR KRR RSP CYP3AS " 3 ¢ 219-237A>G,
UGT2B7* 3 c. 211G>T LR BN HTC M, 5 Hung 2500
A 234 {5 CBZ 2GR 97 B HE MR 45 5 — B, Zhang
&[] T [8] Py 3e th UGT2B7” 2¢. 802C>T L H £ &4k
Xt CBZ FrifE Il 257K TG BH 2 520
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FI A2 FPHUIOI 25 5 2 X 22 28 PR A DG PR O IF T 28 2R
A—EC AT RE SRR AR /N SRR T BT A SR FRAE A
K BEE NS AEDs 8L 205 i itk — LR M fE 2
AL R S8 ARG YT SR S A DD R TS UE S » LAY
eI RG] AEDs 3675 1 [R5 5K BREE M8 ey 2 ook >
R RN » BLIE S AR 257
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