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Abstract: Objective To detect the drug resistance site of carbamazepine and provide accurate medication guidance for pa-
tients treated with carbamazepine to avoid the occurrence of Steven-Johnson syndrome and toxic epidermal necrolysis. Meth-
ods A total of 148 blood samples were collected and the carbamazepine-resistant sites HLA-B * 1502TA (C>G) and HLA-
B* 1502TB (C>T) were detected and analyzed by fluorescence probe in situ hybridization. To assess the use of carbamaz-
Of the 148 patients,126 (85.14%) patients with HLA-B % 1502TA (C>G) were found
to have CC,and 21 patients (14.19%) with CG,one patient (0. 67 %) with GG,and 109 patients (73.65%) with HLA-B %
1502TB (C>T) site test results for CC,37 patients (25.00%) with CT,and 2 patients (1.35%) with TT. 39.19% (58/

148) of patients had a risk of developing Steven-Johnson syndrome and toxic epidermal necrolysis using carbamazepine. Con-

epine in different patients. Results

clusion Before the treatment with carbamazepine, the carbamazepine chemotherapeutic gene test was performed in patients.
According to the results of reasonable and accurate drug use,39.19% of patients can avoid the risk of Steven-Johnson syn-
drome and toxic epidermal necrolysis. Patients provide safe medication guidance.

Keywords: carbamazepine; steven-johnson syndrome; toxic epidermal necrolysis; HLA-B x 1502TA (C > G); HLA-B *
1502TB(C>T)
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SJteven-Tohnson ZE & 1iE / H 8 14 & K2 35 B0 A fift A
R SITOREE 7/ 3 TN/ AN S B A B £ SR 2
() H 7R YR T B N AT HLA-B * 1502 %5 {37 £ 1
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1502 TB(C=>T) #4746 T, H2 8 AS [7] £ o 1 5 R A
FEVE DR AT A BT 25, 2 3 48 i 20 AL ot A o A 7

* AEEBN BRBEARQ972—) B Bt B AR BRI, BSOS R A AR 3 . E-mail : xjyyjyk@ fmmu. edu. en.



16 AR I EF2E 34 % 4 201947 H ] Mod Lab Med, Vol. 34,No. 4, July. 2019

IR R AR RO & A B RGBS S Sk i F R 55 75 OF 24
Y A RS 251 S
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1 #roe st % BB 2016 4F 8  ~2018 4F 12
A %52 K D V5 1 2540 25 HLA-B % 1502TA(C >
G) Al HLA-B * 1502TB(C>T) # il () 2 % 148
) b B 62 ], Lotk 86 ], SE B4R 57. 05+
15.30 %,

1.2 sk ez BA 10 X NHLCL i 4k 2 %
Ak PRI VR AR R 1 2 A 20 AN Y A IR R R 4l
AR FD T2 #6417 SNP 43 01 B 6 4% 4 8k 47 14
£ s 4 53 G e i 1 3 R 80D B K e e 7
Fe A LB Ak 2E 25 W) 25 48 5 00 B AR AR 43 B ik
s A U5 A VR, FH T ) 8 s o i 2 BH P X T
ARSI B . A BRI F b 2 J AR
FERPHE L RAR A,

AR BRI (VG % RERHEARAFD .
1.3 Fik
1.3.1 R FEA . F Bk 4 af . F EDTA rE &
R R AR 4 CARR AR AE  ARAERS R A B T 24 b,
1.3.2 FRAFTAFE.7E 1.5 ml B0 P A 1.0
ml 1 X NH,Cl #il &b B , W B 200 ] VR 2 19 42 IfiL
FEIRFE 5~10 min, ZL 4 M52 S0, BOoE b
VAR SRy V8 T BY 2140, )5 5.0 5 min,

W B L )22 37 BH A T B AR 1) 45 I A Y 1
YA A BRI A 30 pd W 4 A A8 20 B Y RS
B, FEAYIRAT R T U bl A A% PN A% R T
ok, E IR E 30~60 min, ZE R,

1.3.3 Ko A% RE ARG I . HR 1.5 pl Kb RS
SN Bt Yok e o N AT = I O ) I L R 2
XFREC WG HR 1.5 ped 04 BH M BT 42 5 43 0 &80 % R 9
B BEE W . BT R R 1.5 pl R 4 AR R
PV B

10304 g 2 o0 A« B T BEORE DA W) 52 6 =
T Ah 38 o) A b R AR AE TS G K 2 RN
DU 5 TP %o BT LA ) 52 36 i 5 O A BH R B
ARG 25 SR Ay BH R ST A A 3 PR R,

LA Zeat g o bt IERIE SR A SR L A SPSS
GEAT B R B AT A A b B R R DL E
SRV FIR, P<0. 05 IR LA Z MM 2ZF A4 %
TeEE L P>0.05 AN LA Z M Z R TG 5
X,
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2.1 FLEHFAFEHHAREE AL R
HLA-B % 1502TA(C>G) fif sSS KM 45 58 CC /Y
B 126 0, 5 BB 85. 14 %5 s N5 SRk CG
BB 21 B, 5 BN B 14, 19 % 5 K6 25 51 8

GG M EH 1, B N8y 0.67%. HLA-B x
1502TB(C=>T) fi ik Il 25 5 oy CC /9 & 109
B 5 RN 7365 % s KI5 SR CT W &
37, B KR 25. 00 % s K I 45 5 TT Ay
F 2,5 BB 1.35% . HLA-B * 1502TA(C
>G)PE A H HLA-B * 1502TB(C>>T) o i 46 i 4%
RIE Z R TGI8 L (f =6.855, P=0.
192),

2.2 FLEPHFLHEANLR LSRN LR
GR35 WER 1. XFF HLA-B* 1502 3 A,
HLA-B % 1502TA(C>G) fil HLA-B * 1502TB(C
=>T) KR 3 o B AR BB, R 2 PG -2 25 4 AT DAl
i HLA-B * 1502TA (C > G) #l HLA-B *
1502TB(C > T) H H A 4= & =48 BRI FE [H 58 )
(38.19%) , R PG 25 W L A% Ao] — A Tiid 25 157
MUGRAR R Al A AR O 5 — A 25 5L RO B AR
R e/ RAE AA SRR, R Y TTE Ry ik
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cC cc 90 60.81 WL
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G TC 2 1.35 HH
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30 4HE AR IV S S B A AR O R A
Pl AR 7= 1, e v 5 5 Sk W 0 B T I 7 A 1) 2R 4
AWK A Bl K ff 5 A e B EHE S . A7 25 AR
I R A G R il 5 A R A AR AR BT BE B L 25
FEAR N 7= A B AR = 3 N BE B AE H HE AR A L X
SO AR 7= P 2 %) A BT B A A A0 R A
4 B 7 M A 32 %2 R ZE7E Steven-Johnson Z5 & 1iE
b 5 M 3R B IR B A i E 1 L, Steven-John-
son ZrGEF H 55 1 2% B2 IR R AL fiff i A2 [R] — Fl g
9 P AN [) i B AR 4l 9 9 T 3R R 1 Bz Jok R 286 6 1Y) Tk
FHHEAT 7325, I e Bk 1 44 3R 18 RN T 10 26 19 1R
#HFR Steven-Johnson Z¢ & fiF ; 3 i Bz Pk () 44 2 ifii
FUR T 30 %0 By A8 25 Bk 8 7k 3R B2 IR JE AL it o 5
Ji Bz R B AR R T ARA T 10% ~ 30 % =22 ] 1Y R 35 K
# &MY Steven-Johnson Zi & fiF Fl vf 3 14 3= J IR 3K
WARAE . Steven-Johnson Z¢ & i A1 v 3% 1k 2 2 3R
BEA iR 1 JRURS: 5 0 FH R 5 75 °F DL S 28 3 A oy 485
1 (CHLA)-B * 1502 %543 3 K 14 28 A8 17 76 AR 38 (1) AH
ek, HHA RG22 30k, HLA JER 2 A H AT
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A B AR mH L T ARk 6p2l. 3,
HLA JE R by — 2 5% 8 10 52 55 o7 56 R o7 A 4
B B 2 A B TRE R 25 B AR
FELRE Bk gy T A, T s 1k, 4 i 2
T 4 M ff [ B 9k 0 40 M 55 52 15k AR 008 1 40 B & A
T, HElE £ T 215 Steven-Johnson £E &
IR b B0 2 TR BE A i 2 DDA G 1) HLA 3
M, HLA-B * 1502 % {37 3 [R5 A 56 Pk et

3 2 [ o AF 5T e B AN S U BB
R EPEARYT ) Steven-Johnson £5 & 1k Fl rp P
e RFEAN i i KU 1) & A 5 AR N 5 4H (HLA)D-B
* 1502 45 v 3 [F] (1Y) 28 78 17 78 25 A8 3 00 AH DG ED
ISR P 2% [ T 0 3 4 R 2R 3 X g
B R BB E TS, & B HLA-B * 1502 %5 {;
FEH A R AE RALIE N T Steven-Johnson £E & 1iF fl
BRI 3R B SR BE A AT A XU , 3 23 kAR ™ R R
24 [N LA K 25 05 3 ) Ao R 9 A W TR P L 4
Jfa 3 22 F1 4 B R R, HLA-B * 1502 8 FR 7R 2 2
PNGOREEEY AN 5475

HEFWGET 27 BIE R S P8G9 1
P B Horp 6 iR E BA RS V85 K W Ste-
ven-Johnson ZE A 1iF, 11 #l i # BAH RSV Fif L
BB, % HLA-B % 1502 5 PR K I 45 55 9E 47 43
¥r,6 i Steven-Johnson %4 & fF B # HLA-B *
1502 F DRS485 B BH 4 5 53 A0 11 ] B8 A R H G
BREZBMEE T A 4 6 5F HLA-B * 1502 3
PRIR I 45 R BH M . F — 25 iE B T 2 9 A BE  Ste-
ven-Johnson Z5 & i FlH 85 P 36 B2 SR B A i 4 19 K
B 5 il R S5 7 DL R R R N A (HLA)-B *
1502 25 v F& R 0 28 A8 A7 7E AR 5tk (1 AR Se pEDY 3l o
WFSE DU A A R N HLA-B % 1502 B 59 8 3
E% 448 A 2 a0 vl 0 A A 200 L e A ) 4%
Sy B T R OGRS R X sl s B 4R
NANE RS = B HE R DV 5 S A 5 O
B B AR AN Ik — A, I NS HLA-B *
1502 4537 J [R] 4 BH 1 25 SR s AR O™ . BT AT F 3k
R, J A R B VA T AT #E4T HLA-B
x 1502 2540 JE [R] 4 i 5

AR S5 5 0 fE A AT R S5 IR T Ry 148 1l
BE AT HLA-B % 1502TA(C =>G) 5K A 5 K
W, HLA-B* 1502TA(C =>G) 3P 4l 4 5715 1 /#
EARKL ISy Y R SC TR AV & SRS
KW, X KB H KA Steven-Johnson ZE & 1iE
i BE M 3R B2 VR BB A i RE 1Y XURS AR . HLA-B
1502TACC >G) B[R 24 & 52 A8 (1 /B 3% 58 ], X 2
BEEH RSP RSEERY, E B h
&M= Steven-Johnson Z5 & fiF Fl i 35 14 3R K RSB

SR LA KR T DY 475 R BEIZ R RUBS: L 797 RO T X

B a5 N2 U 25 5 i A R RO . i T

25T AT HLA-B = 1502 % {7 % X (9 7 4 0] LA

A 38.19% [ B H kK A R B V5 SFAH E Steven-

Johnson ZE-AAiE | v g 1 36 B2 YR AE A i i AR 55 7Y

VAR KR kA B AR 2R 2R S .
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