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HLA 5EBRBEANARERNEXREEFHEFHARARE

[

WE  ERRIIZYR R SR ( cADRs) S I R 25 3 F2 v iy
B UL, N2 4040 ( HLA) BE (K 5 cADRs 22 [H] #£1E
— BRI o IR 5 A SEHURGNR 25 )~ ) WS i Ut 5%
SRR T U R RN 5 HLA 3% H A A0 D&k 8t 1% 24
PAERF IR AR — 2538, S i IR & BT 25 32 41 2 2% i /b
cADRs ) &4 .

KR YIRS BN A2 A b s sk S -
LY LR B AL ThEE R R IRSEMMIAE ; 1A% 25 3
FESES R 968

XEFRERD A XEHE 1000 - 1492(2015) 10 - 1525 - 04

25N R RN A2 PRI BE 25 i E R i —,

9P ROV AR Z2 A [R] Al R R IR B, Horp g
Ry LIRS Bz Bk AL 25 W) AN K I ( cutaneous adverse
drug reactions, cADRs) , cADRs $% B8 E R ™ B A2 &
LAY R B B R RS RS B, A 4 BE 92 ( mild
maculopapular eruption, MPE) | 3 R 2 fil £ 4 7K
i, LA K AT BE UL i 1) 1 E R SR AN R ( Severe
cutaneous adverse reactions, SCARs) , £ 1 3 ¢ i
— 24y b 2% A 1iF ( Stevens—Johnson syndrome, SJS) .

FREE M 2 B2 SR FE M f#iE ( toxic epidermal necrolysis,

TEN) - Pf I R TR 40 i 18 22 14 42 B IR 25 1) S
( drug reaction with eosinophilia and systemic symp—
toms\ DRESS) | 25 ¥ i #(25 &AF ( drug-induced hy-
persensitivity syndrome , DIHS) , HFjllfi R_E 7] G5 #2
cADRs 12454 = A0 45 55 T L HURIE 2459 ) EEne
WA B R 2 2 4. RS WL A

31 JR ( human leukocyte antigen, HLA) £ [H 5
cADRs F77E— 22 B AH M L 34530 41 0k [ A 3C
BRBEEL, %) HLA 55K 5 cADRs A 5G4 14 35 4% 25 2
PRI AT LR IA

2015 - 04 —29 $2llk
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i, TRV, TEE Wi

1 FEEBMAY

1.1 £9WFE K LPGF( carbamazepine, CBZ) &
— T FH I — R BT 2590 LA KA iAo ), B
FHFH0 « SURH B 5 LA B, = XA 285 AT - 16 F
BRI AR, B AR £ HLA 3L 5 CBZ fFs
cADRs AHICHERIFST 1) i 38 L v AH G e B 1 1) 2
HLA-B" 1502 il HLAA" 3101

2004 4, Chung et al® fE— & 75 UK AR
5T ( o 44 ] CBZ-SJS i &3k #Ea HLAB'
1502 HL[R) 1 4EiFS2 HLA-B™ 1502 5 CBZ-SJS/TEN
EHFEME(P =3.13 x 1077 ,0R =2 504) . BJ5iX
T DIAH DG HEAE B < 28 [ L TR PG W KA it
DX A B R DU AR A5 RS

Hung et al * fE— & 1 0U% A FERIRT 58
SEIFSE , HLA-A" 3101 5 CBZ-MPE ‘24 G ( P =0.
0022,0R =17.5) o {HJEAE T E KK DR 2 E - H
A IH R PG HE A 5T T A IS AL B A O
P H B RO A D DR RT B 2 ol R S O LA B R
At R /INB )R, B 76 FAS 3k ) ARER RIS
FiiE R, HLA-A® 3101 5 CBZ-SJS/TEN L) /% DIHS
FELEMIZEME . Li et al ™ ZE— AN JOREA U1 DU AT
fAIFFE FPIE] , HLA-A" 3101 5 CBZ-MPE fy % 4
HH B4 G, {2 % B HLA-A™ 0201 fi1 HLA-DRB1
1405 #£ CBZ-MPE 4+ g 3% F+ & ( P = 0.033.
0.003) ,7fi HLA-B" 5801 1 HLA-DRB1" 0301 Il i,
BT (P =0.037.0.024) . & T HLA-B" 1502 #
HLA-A" 3101 4, 76 8 A1 H A AR BF5E S 3F
B, HLA-B" 1511 &5 CBZ-SJS/TEN 7£7F — & [l # 5¢
Mo FIAh, B AR AR meta 53477, Grover et
al” % HLA-B® 4001 “5(3 3K AT e JL CBZ T8t
SR B AR PR 22, T HLA-A™ 2402 J& CBZ-SJS/
TEN [P PER &

FERR AT, McCormack et al " 7 —5i 4 052
151132458 A4 s 181 Xt BEIF 5% ok T, A b RN B o
HLA-A" 3101 5 CBZ fif&k DIHS f77E B8 )4 ot ( P
=3.5%x107%) ,

1.2 BEEWFE R VGFE( oxcarbazepine, OXC) &



- 1526 -

B EAKFFIR  Acta Universitatis Medicinalis Anhui 2015 Oct; 50( 10)

CBZ (1) 1045 B 4549 25 U9, Hbomiom 250 R 5 CBZ
M AR RS CBZ AN[E, B @R &N, B A
2 WHAE CBZ (251, )R OXC-SJS/TEN
{9 & A= % 1 CBZ-SJS/TEN {6715 % , (52 H Fi 78 [ N
SMNEFI N E AR Z OXC Tl SCARs iR, Hrp
e ENE A 5 ) OXC-SIS/TEN [f)4i%il , Hivb 4
il HLA-B" 1502 JL[H , Hung et al ™" 75—/~ 4]
Xof R L R FH e 43 8 HLA Z3 BRI SR AE
B VU B HLA-B™ 1502 45 4 25 [F 5 0XC-
SJS/TEN fE7E % VI A Xk (P =8.4 x 107, OR =

80.7) -

HAMBA TR £ % T OXC-MPE 5 HLA SR AH 56
PEROIRIE  Hu et al ™™ 75 —> & BOU% AR B BF 5T
HIESE, HLA-B™ 1502 7] fig 5 OXC-MPE £ # 56 1
(P, =0.011,P, =0.294) ,iX 52§ Chung et al® fJf
8P & B HLA-B™ 1502 5 CBZ-MPE JoAHH &1 % )5
XAh2E R e OXC 5 CBZ By 45 H AR A A G .
i He et al ™ FE— > [ #E 7 DU N IIBFSE R &
P HLA-B" 1502 J: A 5 OXC-MPE JG i 35 #H 56 4
(P, =1.00,P, =0.699) , {H &4 pa I N HEARAE N
1% X A 40 % B, HLA-B™ 1302 2 [H 4 3R #£ OXC-
MPE 27 i 2% F+ 25 ( P =0. 001, OR =7.83) , [f] it
HLA-B" 1519, HLA-B" 1527, HLA-B" 2709 ,HLA-B’
4804 FLPI LA B M2 5L T Ly et al ™ 75 rp L
D5 DU N BRI 5T o [ % B HLA-B™ 1502 L[R5
OXC-MPE TG I B A ( P, =0.65,P, =0.49) ,$k
TR 5 A R A A 1 % % 18 40 % # HLA-B'
3802 KL 5 4l % fF OXC-MPE 4 1 i E F} 55 (P =
0.018,0R =6.329) ,L) I 3 MR ELEZ SR RH
A RESEAE AR IX N T HLA-B™ 1502 3 K45 R
], 0. AT B SR A AS F /N NI B ) 1 A 9 Ak e
1.3 #fE=B His = ( lamotrigine, LTG) J&—
FCBT A5 LU 259 , HBURUR15 48 , cADRs
KR &R 10% , (£ - NAME RN, 24 1%
A —Fp e B9 HLA LR AT DLUE R 5 LTG fir 2
cADRs . Hif 5 HLA-B™ 1502 5 KA K AERF 5T
FEAEPTEPEDUEANRE T, EEA 4 xR
WFFE . Hung et al'" 222 75 & 15 DU A BRI BT 58
%38 ,33.3% (1) LTG-SJS/TEN % ( P =0. 1266, OR
=5.1) #577 HLA-B™ 1502 S5 3L (4, (K b A5 & 5
WAETES A, HLA-B™ 1502 BHE 5 Ho 4 1 2
15 LTG AT et K1) SCARs. [FI4F An et al ™ 7EFR [H

DU UG v BEA T 190 % BEAIF 5% b 2 B, HLA-B™ 1502
HH 5 LTG-MPE. LTG-SJS/TEN JoAH .. Shi et
al " IR R PR DU, HLA-B™ 1502 3 [H 5 LTG-
SIS ToAH (P =0.08,0R =4.23) , H5 LTG-MPE
TeAHKE( P =0.67,0R =2.70) . Cheung et al""” 7£
DU E A7 B 58 P & B HLA-B™ 1502 3 [H 5
LTG-SJS/TEN JeAH XA ( P =0.256,0R =3.25) ,{H
BéJ5 Bloch et al """ #E47 meta }HTIC ELLA L= 4 S
(49 A 17 5] LTG-SJS/TEN g 3,146 ] LTG it 57
W B ) L1530 HLA-B™ 1502 5 LTG-SJS/TEN 7%
TERHGHE( P =0.03,0R =3.59) , B Fh o7 JE A J5t
K AT e 2 DA L& DF S I RE AR ik b Al Li et
al ™ AE P 1B HEAT B BF5E P &% B, HLAA
3001 fil HLA-B® 1302 5 LTG-MPE 77 7£ A &, i
HLA-A" 3303 3% K24 9 v K, Hodp HLAA"
3001 5 HLA-A" 3101 {3 F ] — 457 2L H 41, HE ik
WAE I 77 LA e iR A HLA-A™ 3101 5 CBZ-
SJS/TEN 1778 # 5 P , 48 7% R A B 58 HLAA
3001 Ht BAGIRA L2 .

TERRIN A A AR 22 40 S 98 A 4 3E . Lonjou
et al'" X} 19 5] LTG-SJS/TEN Kk il A A7 758,
I HLA-B™ 38 5 LTG-SJS/TEN 45 % 55 () A1 54 ¥
Kazeem et al > TERRIN N gEf 7 i 98 2 B HLA-B”
5801. HLA-A" 6801, HLA-Cw~ 0718, HLA-DQB1"
0609 .HLA-DRB1" 1301 5 LTG-SJS/TEN 777 i1 5t
A, McCormack et al ™ %} 46 5] LTG cADRs
FHEATRFSE, % P HLA-A" 3101 5 LTG ¢ADRs JCH
Kok P =0.698,0R =0.786) , L I ZERKYI A AT
MIRFFEREA TR 42/, DR G B R AR AR i — 2R S
1.4 EZEW HKZIHI( phenytoin, PHT) Z LN
PRIRATT A= X T AN [ 2 2 i & VR XA 3% HErh
FE i A BE T, Hung et al™ % Bl HLA-B® 1502,
HLA-B" 1301, HLA-Cw" 0801, HLA-DRBI1" 1602 5
PHT-SJS/TEN 77 7F & 3 #H < ¥, [ J5 Cheung et
al " e opE DU RE PHIESE T HLABT 1502 5
PHT-SJS/TEN #4532 B A % V) A0 %14 , Locharernkul et
al ! FEZRE B % B HLA-B' 1502 5 PHT-SJS/
TEN S5 , {H Manuyakomn et al **' 7£2% [ AR
T 1 EIAR L 258 -

HLA-B™ 1502 FE [R5 A Hh [ DU 25 R P
e RE PR (8% ~27%) AHZTEH A
[ 07 B 22 R (2% ) FEm IR AR R R
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FAR(1%) , X 7] GE 5 B07E B 4 4P Bl P HLA-B'
1502 5 PHT-SJS/TEN A3k AH G , HIEAE W 5 A\
T YIAHDG . HRTAERKMTER P 2 A 1 #5¢F PHT
FY A 56 M AFF 9%, McCormack et al ! B HLA-A"
3101 JEH 5 PHT frEk cADRs JC i & AH P .

2 FERES

S ( allopurinol , ALLO) J2& —Ff 3 Fi £ 2
EE A S LL BT A1 550, R T8 )5 L 1 9 XU LA B s PR
M2 1l , ALLO 7] g {38 53 25 5 3% tH 3 cADRs 1y
SR, EEALFE DIHS, DRESS 1 SJIS/TEN %%, 1989
AEETPE R /7 cADRs JRE H IR SR ALLO BT 3
cADRs 5 HLA J:[R AW33-BW58 B {4 (1) 4 S 1
W) Hung et al * 7E— AN JREA U ATRE 4955 191 Xof
HEBFFE X 823 FBL P 2483580 5 ALLO 2451% 14
AR S8 SO AR DG AT AT, R B R e
SUHBMER A RBYIAE il HLA 5543 35 7y Al
AR B R ALLO-SJS/TEN i #% ##4 HLA-B" 5801
HH LT R4 15% B ALLO fiif 52 f % #E4F HLA-B
5801 L[, $ R 7 DU A BEH HLA-B™ 5801 5 AL-
LO-SJS/TEN fAAE B UIAR G HE o B 5 3 i 285 D AH OC
PEFE F AR 2 [ A ) A v A5 BIE S

FHILZ T FE = g AR ALLO BT 3 SCARs
5 HLA-B™ 5801 ff#H 56 I 5 55 , 3 T BB J2: 1 T i
Iz A HLA-B™ 5801 2547 3 R 4 R A 1% ( 27 A
e HLA-B™ 5801 25 JE RS R 2490 15% | i 35
BN H 6%) o Lee et al® fE—AWAFIWA
FERY A 78 R & B, B A #E 45 HLA-B™ 5801 3[R B
ALLO Jir 8 SCARs /8 & #R I T 7 WE B, iX 4l
[ EIE 1 7E VA RE T HLA-B 5801 H:[H 5 AL-
LO JIT % SCARs (158 AH I -

3 mERREELY

3.1 MEFF ML -R(abacavir, ABC) J&—Ff
FHF 36 97 3090 W 36 e S I 410 1 ), ABC T 3
cADRs 5 HAth 25y 7 5508 ok i s 1oy AS T, — A
45259 d J577H cADRs. A5 K2 8% fii il ABC
FR) S 95 s 3 T RE TR 24 4 S Y (LR AR R
FAERI 25 M)A KRR Wa I A AT 2 ) ABC T B
cADRs [958 Xt BEGR G 5% 2 45

2002 AF— T 75 30 K I A9 FERE AR AT
WF5¢ %% 41, HLA-B™ 5701 5 ABC JJi${ cADRs

FEEB YA , ABC T3 cADRs {XFE = iR A\ B
Hh R S A, AR T ANRE AR I X T fE
5 &R HLA-B™ 5701 9 #5ir RAFTE 22 5 A4 %
[HLA-B™ 5701 7£ %% [H L3 AR #EAF %0 1% ,

FEURAE AU 36 BRCUH - R A1) S 25 i DX 390 2 0
8% , i A #i M H LA R A U S 9 (A A2 465 2% [ b
BB) BE TSR ONHE oz R B AL 0 ~

3.4% 1.

3.2 E=FHF ZF5H0F( nevirapine, NVP) &
— il i SRR R, T TR S . K
5% i 11 NVP 11 3 8% 5 58 & i 31 DRESS, 1fij SJS/
TEN R FLH 0.3% . TEARFEARE D, 2

AIRZ T HLA FE[H 5 NVP 3 cADRs AR
T IE , Chantarangsu et al® g — A A BEW
W KB, &A= NVP JiT 80 DRESS LA K f2 92 11 28
# i HLAB 3505 f3E B BRI R 200 17. 5%

I H Gatanaga et al ™ 75 H A& AR (G F 58 o 211

HLA-Cw8 5 NVP 3 cADRs f£1F — & WY AH 14 -
{E2: H T A BAS Y HLA LR ] LUIERR 5 NVP-
SJIS/TEN #H 7%

4 HiES5RE

HLA JE[H7E cADRs &A= H i /E H J& HLA i
H—AET A, B AT TR 4> 2549 T 8 SCARs 5
HLA J IR A7 76 BB AR DG, 451 2 6 S 785 AR iy
CBZ-SJS/TEN 5 HLA-B™ 1502 % {ij 3L A, ALLO-
SIS/TEN 5 HLA-B" 5801 %5 3L ZERR YN A BErh
i) CBZ-SJS/TEN 5 HLA-A" 3101 & 3K, ABC fif
FOY RRABEE N 5 HLA-B™ 5701 2647 3[4, )F Bz
& cADRs( 541 MPE) 5 HLA 5 PX 1, 35 A B 4 AH DG
YRR L X A B 1 S R AT e R A AR AN 2
BCHE B S T S BRI A RE R R, I O T
cADRs AHICPERFFE 1Y [ B (8] & 1 50 R AR A & X,
FEAFIFR G & = cADRs £8 35 1) 38 R AR EA T
TR, T BAEM 5 B v R 538 1 058 07
2%, HENT SO A B AN HE B o AT 3kt S o 1
Ao
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