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B EHRNERREHEN SR YFERARRE, SYENA¥XAERAK LR R NMEESR B0l P450 B4 %
ZE ABCBl R EEM MR RLE  BELR NN ARG HXRBBER S SEE S EMRIT, B &0 HLA-
B % 1502 (A Bl Stevens-Johnson £ & fE(SIS) .\ FEMUEX KN BUL B ENBMNAYTEASR LA,

SRR D L LT BT 87

W (epilepsy ) 2™ F 5 F A B4R & ik #f
REGENRMEER. RERITRERHE R,
WRBWET. 0%, FRWHE KN 28.8/10 T A
A, BRTE A A X RO R R E R Ak
A REERBIFMBITSESTECHETT
HABRANMPIR, #EEREEBRBR AR RIEITF
MEERMREEBHHEML,

REBM W ARS 55T B8 A i &l
VWA YETMNATIER, BT ZH, BRA
BHRITMBERARERE. KELHSBHR
F(AE30% )32 33 H—KINBRAYEIRIT
BB, 3% 2 8 E 4% & & R X 1R TE MW ( refractory epi-
lepsy ,RE)"”', RE & HLGI A2, B S #W
W ERRIERAE LM EYIETEEER X,

RE VI E X EARR MR B HILR, EES
BAnF 3 A5 < ¥ A A UMK 254 (anti - epilep-
sy drugs, AEDs ) %0 25 | 10 R VR 55 3R DL ROR BB X
BERER AR E, FrEERERE X2 M2
UL E 2R3 AT 2 AEDs, R ESH R
Tk R BRI 24 K S U5 8 B BRI AY R
BRRAEMBERRARIEHIMREKe R ARER
ERES. ENEREREEERET 4 KA, BR
AEEERIATEFE 2 FH2 EFUEEXLARER
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AEDs EA AR B EFZEh M REAEREALS
PASO(CYPASO)BERU R RE=HREGEHRR
HBB(UCT)N R, HP PASO B EREZSH
R AEDs AARBEEBRTHMRNEERR., &
WKW ER K FEE, B RE 2 EH. W
CYP3A . CYP2C19, CYP2C9 ., CYP1 A6, UGT1A6 %
HEE, H™=% 4o 5 CYP3A B, CYP2C19 B,
CYP2CO Ff .CYP1 A6 Fif . UGT1 A6 §,2 5 AEDs 1§
BRARNREERBREEY

HFPASOBAARESSH, FH YA ME
FEEMBMARESR. £ PSSO MBRET,
CYP2C B & KW T K %, H # CYP2C9 M
CYP2C19 5 AEDs A6 & FE Y, CYP2C19 XK
N S-2£ 3% % 3 £ 1k B ( S-mephenytoin hydroxylase ) ,
HERAFERERNMNMEER , BWRIFZHY MR E
(BFERKRE R —2 AEDs, N X Z R KB I
Z HIEBRHE)

Lakhan %) B 5% % B CYP2C9 = 1/ * 3 # RE
BERFEBERTEELEREBREE. ¥FE
LZOORARAMERN - RSB ABRKES
75 P ( polymerase chain reacton -restricton fragment length
polymorphism , PCR-RFLP) 77 ¥ Xf RE B # (#E X 3
AL VIBR) MIEXEE M B HE (R AR ITH )
) CYP2C19 %2 ZF (6816—A) fif R#FITHEA
Sh¥7, 81K RE 41 CYP2C19 * 2 5875 5t R B 45 %
BT IR RN (66.7%:55.4% ), K
— X TEBERME S CYP2C ZERZ S HHRIE
X,TEENEALER,CYP2CO «3 RN AL RE B &
K R, i CYP2C19 RkH AR . TR
BB RBRERL PSSO B ERSEHRT
BBy RE M2 o

KREBIRIELATP 8 BERKERA | Kid
E B A ( ATP-binding cassette subfamily B member 1
transporter gene , ABCB1) £ &M 5 RE FEM X,
HFX™Y P BEEH (P-glyeoprotein, P-gp) O] LA [&
AR 4 42 v AEDs 25 ¥ 9K BE, B {K AEDs 57 %o
I o5 5% B b A P-gp B R W AEDs il 9 43 A O E &
ARZ—, RIMMFENENRARNOERED LS
ShHEThRER) —-FER , RBAERENEREHRE
4. BT P-gp BHIL AEDs S AWM EHM, HIAK R
ERERBEWMANFERZ—, Hit, ABCBL £
EE @ P-gp S B A AEDs ¥ BT B, IF 42 68 i
4 XT AEDs 7= AR 3% ¥, TR W AEDs B9 il K

TR ERMWEE, P-op ENETT . AEMAM .M
THEANERAENEERERERPRZHESE. B
HEXEEEHRAA PET EHEAR DI P-gp 7
AMEmERERBERT . £XBE X M8 FEE
& P-gp Byt ik B E W > AEDs 7E I P B2 Y vk
B, S 30 AEDs fif 2§*) , ABCBI1 % H £ & # 5 %W
MM 5%, X0 RE MRS B RME T A ELHE,

RERZERBMER, T BENAEEZSH
HEAERETEARZFES RE Z AR E 0 H K&,
B EYERF SRR 84, R R
EAREZHEREANER, HEEERNH#H -
AHEFF RE W EHPLH . HE KA (gene
chip) & 20 42 90 FREBERXR MW — BT H £ Y
BA KNG EBREEHASG TR, ZERER
FRRRENHREBEERZHETEHHR, BB R
ZEENFEREIERN TAEZ ", Thei-
lhaber %) | FI 2 B35 A BF ST R E S E BN B (7
FIOO)BRAEIBTHRINEI-FHERRE
FEH(PBK-mTOR) FEEH . Wint 5 HEBN T
BREEMINK, GRER, PR 104(HERR
SR MADBRESRESBEREER, KRERR
BODRAABEEES T RA, XHEFEATEE
5 PI3K-mTOR {55 & B& . Wint {5 5 38 B BIEH £,
MU RE WRHESEMHERSZEEAT X, EH
BHERDB RE 2HWBEERATAREZ —,
2 AYERESS RE BT

REFAUSHEHFLNANDEER. CHEESD
BERERS , “ERWAEAERE. HWRITEERR
FTHREKRSTEHR. EFRGYERAENR
BN RE Mar R THFWER, BRI FER K
W5 % A AEDs A X85 B8 : CYP2CO B |
CYP2C19 F§ . UGT B (5 X Z HH M X);
CYP2C9 fi§. CYP2C19 f§. CYP2A6 . CYP2B6
B.UCT ME (5 KW XBMM%K); CYP3A4 F .
CYP1A2 H.CYP2A6 H§.CYP2C8 H§§.CYP2C18 f&
(5 RS FHHX); CYP2CY B, CYP2C19 B,
CYP2EI B N-HABBRBESF(5FXBHKEZMHEX);
FEMLEE 80% & F L RIE HEH, H & B CYP2C9Y
B .CYP2C19 ¥ iff; B2 = % 70% # UGT1A4
248 ,10% DA RTE HEm

EE¥E Hing £ EABEB R NEHF
EHFS CYP2C19 . CYP2CO A E LA MM AR &R
B, X 24 4t 0 A B A 2R 2 S AT B R I 2 vk B
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RXRBTHMHR, HFELARB CYP2C19 A
CYP2CO HRABMARZENN VW BEENE,
B A% 7 B £ B PCR ( polymerase chain reacton )
% K& PCR-% # B§ & W & R £ R X CYP2A6,
CYP2B6 .CYP2C19 .CYP2CO £ H AN LA HHTH
WM ERNRBRILAKE ST E/RME R,
CYP2CY 1 CYP2C19 REHEZ A E WA NBH
MmEWE, FRM(AEREHAR « 1/ +3 FER
BHIMWEERANKRWALE SHE. BRE
BLZEAE R CYP2A6 . CYP2B6 Xt T I B2 4 % # 4L I
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B4 %8 & B ( ligase detection reaction - polymerase
chain reacton , LDR-PCR) il J¥ 43 B #& ] CYP3AS * 3
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Tan %' 8 933 5 o [ b 77 0B R A8 o T R
PMmARESHEER PASO RERZBHFA R, K
MALERRARE B WA CYP2A6 4 F i K
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WwEH, HAH CYP2CO«3 RETHRMMEE b
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R KY 2 KR 77 (gene therapy ) E G £ T+ &
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B, EREERELEABR P REIFEREFI KA,
MEREER, BILHE, CH BT 1800 T iy K
RIIEB LA 2" . Wykes 1 4 5 45 KUK %
T S 2 K BR R A H S R R A2 3 B R, G 4 i R
ARMEEREAARNBERES . BREEMH
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6 30 3 0 TE B 0 B TR R M g oT, T OE o 9
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W B A K 1E ¥ IE R 19 18 4 % 9% ( chronic dis-
ease with paroxysmal attack ) , B E B ¥ F KB IT,
MEREBEX LM AEDs WiT RN 2, FHEH
K AEDs J BX & N £ # AEDs, T LAZ5 91 19
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EEM. BRABERNEEMERE—MERRK
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H £ B9 Stevens-Johnson ZE-& i (SIS) . B HE M F K
PR ZE ¥ f# RN 25 92 (toxic epidermal necrolysis , TEN ) ,
MEERMNIFEFKR AEDs 3|8, WHEBR L Z X%
EH FOBELRBNE =% HARSAYNE
Ik, 5REAGBREGBRUEREML., MEDHY
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#R . Chung %™ xf o B & # W % CBZ-SJS/TEN
B CBZTHZEBE E¥XBE(KMHEM CBZ) #
TR 4>, & Bl CBZ-SJS/TEN /£ % & %8 4 HLA-
B+1502 HEMHHE, MMZHEEMER A#HF
HLA-B % 1502 B E W HME RILH 3% ~9% , AHF
37 & 7% HLA-B % 1502 # [H 5 CBZ-SIS/TEN 174 &
EMHAME, KETEWSEABMARFTIEEL T W
Ho BRAF . XREN NE-8 FBHZS
FOHVPRBFERRBRE, A RBI =4
B E AR AR, X &Y B A EH AT HLA-
B 1502 fHM: B HF2
4 RE
HYHXERANESHRBEREBREEHE
T RE B HEXT AEDs Ak I 2 K e K 3R
FHEMNEEZEFREZ —. EdRMBLEHEER
i s T 6 & RE B9 22 7 B K 3k RE B2 T &
HERIEITFERZ—. WHFESEFHELRSISH
S Bk I R X 4058 AEDs A6 B N 25 W iA oY
WMNERME SRR A BRI KN E,
SGLEHR BEERERERMER, AT ER
WHEUREBRS AEDs X RZMINREZHFHTEA. A
REFMA¥MEREE N RE B2 % f1 AEDs # 1
ALK RISt — B TR, ERERNER
AMEELMEENINEERAEAFTRANTE, A
B — AEDs 3 E B EMWIER, R B2 K
Fyr RE ROV TTRE, R R 29 B A & x4, B&
BARARRNMEEE,
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