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[(HE] BN #HAALO@WHRAEDQAI(HLA-DQAD AR 5 AR E#H5@ %5 RE(AT MAR%R) AR E TR X
BEREHBEN XA RIHBLARENABRRLAFAEL AN ERF(HBVR LN SR ARPRALAB RS Xk
i HLA-DQA1 AR A £ 5, HiE AFH AR EH 182 6] (H4% 102 4, ik 80 1), 42 e & BB 40 163 4] (4 4k 85 4], iR %
T8 B MM LA K & fih HBV DNA jm &8 Z 69 RE & 4 & A0 A e Ik 50 40 4R 38 e 7 7 R B R # 8 8 (AL T K F 5
A ALT E§ 44 ALT % % 4, PCR-5 7] 4% % % 7] 4 (PCR-SSP) % # a1 HLA-DQA1 * 0102,-DQA1 * 0104,-DQA1 % 0201 -
DQAT % 0301,-DQA1 % 0302,-DQAT x 0501 4 6 AN 542 3K B 69 90 & 4 A ; R R B 42 R sk 4d ] ALT; PCR &% HBV DNA, £
R OpHECANRELA ALT F %4 . HBV DNA & 2445 4 fexF B4 L5 -DQAL % 0301,-DQAL % 0501 K B4R & 2 F A %4
i+ FE L (P<C0.05), RAETZAHMKEH ALT 7% 4. HBV DNA 3 & 4 28 5 42 k& 18 28 05 B 97 & 1 42-DQAL » 0102,-DQA1
% 0201 .-DQA1 % 0301 £ F A %43t % & XL (P<<0.05), HBV DNA & £ 44 5 1& £ 4) 41 % 15 & B-DQAL = 0102 sb 3% £ F A %43t
F & L (P<C0.05); HBV DNA & #4148 ALT £ A5k F x4+ HLA-DQAL % 0201 4= 5 £ B b4k, £ F A%t 5 & L
(P<<0.05), 435 R %W AR X B H HLA-DQAL %45 & B 97 & L4 ,-DQAL x 0102,-DQA1 = 0301 X B4 & £ % K 4 it
F & L (P<0.05), 435 Rk fxr B HLA-DQAL 542 & B 9 & 4k, -DQAIL * 0201.-DQAI1 * 0501 & B4 £ £ F A 4 it %
FTL(P<C0.05), &t i ABEF HLA-DQAI x 0501 4 HBV & 4R & B ,-DQAL * 0301 A & AL B, kAR F HLA-
DQA1 % 0102,-DQAL1 * 0301,-DQA1 % 0302 4 HBV B # 5 & X H ,-DQA1 % 0201 A #H KA,

[X$EA] AR DQAL; %5 Rk Uk F X, LA Bk
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Study on the polymorphism of HLA-DQAI1 gene in hepatitis B patients of Uygur and Han nationality lived in Xinjiang region"
Yang Li',Li Zhen® ,Xu Feili'®
(1. Centre o f Clinical Laboratory , Traditional Chinese Medicine Hospital Af filiated to Xinjiang Medical University ,
Urumgqi s Xinjiang 830000, China;2. Department o f Clinical Laboratory sthe Sixth People’s Hospital of
Xinjiang Uygur Autonomous Region ,Urumqi , Xinjiang 830000,China)

[Abstract] Objective To investigate the relation between the human leucocytes antigen-DQA1(HLA-DQA1) alleles poly-
morphism and the Uygur Han nationality hepatitis B patients in Xinjiang and the genetic susceptibility healthy controls, which is
provide some important clues to seek the susceptible genes and disease-resistant genes of HBV infection for Uygur and Han nation-
ality hepatitis B patients. Methods HI A-DQALI alleles of 182 cases of the Hepatitis B patients and 163 people were compared with
HBV DNA and ALT level. HLA-DQA1 % 0102,-DQA1 % 0104,-DQAT1 % 0201,-DQAT % 0301,-DQA1 % 0302,-DQA1 % 0501 genes
frequency are detected with PCR-SSP. Results Compared the Uygur hepatitis B patients ALT abnormal and HBV DNA high copy
quantity group with healthy controls group in allele's frequency analysis found that HLA-DQA1 % 0301,-DQA1 % 0501 genes had
statistic significance(P<C0. 05). Compared the Han nationality hepatitis B patients ALT abnormal and HBV DNA high copy quanti-
ty group with healthy controls group in allele’s frequency analysis,It was found that HLA-DQA1 % 0102,-DQAL1 % 0201,-DQA1 =
0301 genes difference had statistic significance(P<C0. 05). HLA-DQAT1 x 0102 had the statistic significance between high and low
copy quantity groups(P<C0. 05). Compared the Han nationality hepatitis B patients ALT normal and low copy quantity group with
healthy controls group in allele’s frequency analysis, It was found that HLA-DQA1 % 0201 genes had statistic significance ( P<C
0.05). HLA-DQAT1 % 0102,-DQA1 % 0301 had statistic significance between the Han and Uygur nationality for HBV patients(P<C
0.05); HLA-DQA1 * 0201,-DQA1 % 0501 had statistic significance between the Han and Uygur nationality for healthy people( P<<
0. 05). Conclusion HILA-DQA1 % 0501 is the protected gene of Uygur hepatitis B patients ;-DQA1 % 0301 is the susceptibility
gene. The Han nationality hepatitis B patients group HLA-DQA1 % 0102,-DQA1 % 0301,-DQAT1 % 0302 is the susceptibility genes
and -DQA1 * 0201 is the Antagonism gene.
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FHERE A CHEFFRKRE &Y LB 5295 7 (hepatitis B
virs, HBVO W] 5 &2 [ BR P Jgk U4 . TC AiE R s 75 485 iy LA B A8 1P
D RONE Y TR Tl N i 1= I N i D3 71 A N
1125 5 B R HBY M AER R[] 5 i T B R A, 3
SRR R 25 R B T SR AS B R R OGS Y R
BT ARE A X HBV JIF 7™ Az 09 % M A /). A2 4 i
PR (HLA S5 HBV B 5 R M A EH VMK R, &
W5 M\ 0 5 4t Ok T CLLR B AR 4 ) LI K HBV &k 5
HLA-DQAT K [R5 % 3 14 e B 9% A [7] R e ] 36 % 2 vk 1) %
F, RIS DU R 5 B HBV e 1) 5 RSk
HEHLEE N S 4 U 2 ] HLA-DQAT %5 Y X 51
1 #RE5HE
L1 %R WA 2018 48 3~12 J (e et R K4 [t B
R PR e B i 2 TR B A XS S N R IR e I R sk 2
182 Bl Z BT 4 fB # ALFEERE 102 B AU 80 1) 5 [ bof Wi 42
P B3 A B G BE35) 163 f81) , 40 45 4 T 85 14 Rl Tk 78 4.
At N BEOE 3 AR W4 (37,361 13, 47) %, IUJE A 7 ¥ 4F i
(38.78E11.50) % W Z ik # 43 v 4 20, BN 4E R 2 BT 4 s
20 (G1) 5 filt BT B2 (CH1D U 2 B 98 3 11 21 (G2) 5 {gt g
X4 (H2) 5 k4% HBV DNA E & 45 R4 G1.G2 Ay W &
2 (G1A.G2A) MK & Hl 4 (G1B.G2B) (=10° copy/mL }
1o 52 8 5 <<10° copy/mL AR il d 21D 5 4K 4% 79 20 R 2 ik
B (ALT) KR & B4 (40 U/L BB %) 4 G1.G2 414y
J9 ALT R# 4 (G1C.G20) H5IE# 41 (G1D.G2D) , 2 Wits i -
S 2010 A A IR 2 23 JIF 2 43 o3 B h AR I 2 23 R 43 43
T A I8 2 B 4% B TR 6 1 A R 18 M 2 TR R 2 K A
M. T R () A M b A, 22 7 TS 2 3 L (P>0.05),
HA AT HdE
1.2 Jik
1.2.1 SRAH AR E B 2700 4 B 8 A 46 A% 725 00 1 335 3
A7 ALT K il o i a4 S s 2 %5 [ 2 0~40 U/L, Ik
T RRAE WA B2 ) R AR i 0BG G 95 W B U CELISAD e I 2L 57
K HbsAg. HbsAb, HbeAg., HbeAb, HbcAb, HCV #i {5k ;
ABI 7300 PCR #3117 HBV DNA & & K2 I . 2 2% {638 [
H:<<1X10° copy/mL, #& U 45 5 : =1X10° copy/mL Jy B,
R T G T 43 B R I 2 SR BB B AT A
1.2.2  PCR-J¥ | 4 5 ¥ 8] 9 (PCR-SSP) # A #f /7 HLA-
DQAT JE A Z B Em ki, AR AR X AR R RS
HLA-DQAT S5 {7 JE[H 22 25 P iy 6 Pk 25 5 £ 17 HLA-DQA1
A7 B PR S 5 B S . T T 6 45 SSPL B Wi B AR TR
TR A A AL
1.2.3 fHA L5 BUARMBE B 4T PCR 7= 4 v 3k , LYK IS 1Y
B JBE I E AE Biosens SC720 #E B AU & 48 T R & EEOF it %
T
1.3 GEil2abs G0 TR R A BT ROk B 45 S
JE PR IR A TR A R A . A () A i Sk PR SR AR Y LR
SPSS17. 0 Gt A AT ¢ Ko I v o® AL I ARG 4 — S 03 56 1] iy
IR BT A 2 A A ik B 0 PR P, ) ik R A A 5 X
(RS /2) , V345 45 0 36 U3 (AF) | H 38 & B BT 4% 9% 43
215 fgle BT R I 4% A5 A S R AR 3 1 22 5L LA P<C0. 05 22
FHZIFE L.

2 & 3
2.1 HLA-DQAIL S ZE Ry =ik adr WA 1.2,
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M 1 2 3 4 5 6

7 8 9 10 11 12 13 14 15 16

500 bp [ SRR
400 bp

200 bp
100 bp

M:DNA $RiE#:1.6.8.10, 11 ¥ 3 9 BH 1 4% 1f (HLA-DQA1 =
0301 A Bk JiF 183 bp),
B 1 PCR-SSP il HLA-DQAL % 0301 & £ E7E
YR R IR I B 4 B 1 HE R 4 ik B

CT T L LTI T

M: DNA #7ic 85 1.2.5~13.15.16. 18, 19, 3" 4% f9 bl 7k 4 4%
(HLA-DQAL1 » 0302 f B K Ji 146 bp) .
B2  PCR-SSPllE HLA-DQAL x 0302 % {if £ FE 7E
YT X R IR G A R Y1 = Bk B i

2.2 ZEUF S0 B 415 4k B i B 21 HLA-DQAT % 4y 3 5 45
TR YR B 4 4 24 HLA-DQAT x 0501 43t
R BAL TR IR, 22 R A G ¥ 8 L (P<0.05); % K
A RE A 4R HBV YL 5 Hr 3L A . DU & B4 BT 0% Bl 4 5
I R S B 41 HLA-DQA1 25 {7 3£ R 97 % 40 #ii 22 % B 4631
FE N (P>0.05) s 4E 5k 5 DU & B % 8 % HLA-DQAL 4§
o7 35 PR 45 28 L 8¢, U LA-DQAL % 0102 g &, 4k 7% LL-DQAT *
0301 Ay 3 5 2 1 5 DU A I3 ) HE HLA-DQAT 55 {37 5k 5 31 3 [
B LD LA-DQAT « 0201 &, 4E % LA-DQAT = 0501 Ky ;2
SB SR X (P<<0.05), WFE 1,
x1 %ONEBEZEFARAALERSEEMEA
HLA-DQA1 &4 & AR E b &

G1 H1 G2 H2

DQAL

n  AF(%) n AF(%) n AF(%) n AF(%)
102 16 0.078¢ 16 0.094 48 0.296 32 0.188
104 12 0.058 15 0.088 8§ 0.049 12 0.071
201 16 0.078 12 0.071* 17 0.105 47 0.276
301 76 0.372% 25 0.147 25 0.154 10 0.059
302 12 0.058 8 0.047 11 0.068 10 0.059
501 4 0.020° 57 0.335° 29 0.179 23 0.135

4, P<C0.05,G1 5 G2 [b# ;P P<<0.05,G1 5 H1 b sn: 47 &
BRI PR 05 AF - S50 36 AR

2.3 WE HBV % ALT JKF.HBV DNA KFIh# W
#* 2,

2.3.1 UK HBV 3% ALT 54 .HBV DNA & & i 41 5%
i e 5 o R 2 V) 5 3 3 TR AT R X b R B HLA-DQAL 0102 -
DQAL % 0201 ,-DQAL % 0301 v s %5 {3 F& B i 2, 22 5 A 4 it
R L (P>0.05),

2.3.2 UK HBV B ALT 15 415 DU fe T B8 21 04 45 v 3
R 250 e & B HLA-DQA1 % 0102,-DQAL % 0201 ,-DQAL1 * 0302
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x2 NEZERRBEALTREA.EEARERMBHNMESHILER
G2A G2B G2C G2D H2

DQAL

n AF(%) n AF(Y) n AF(Y%) n AFCY%) n AF(%)
102 28 0.378% 20 0.227 25 0.357¢ 48 0.522¢ 32 0.188
104 3 0. 040 5 0. 057 4 0. 057 8 0. 087 12 0.071
201 7 0. 095 11 0. 125¢ 10 0. 143 17 0. 185 47 0.276
301 13 0.176° 11 0.125 14 0. 200° 10 0. 109 10 0. 059
302 11 0. 149 8 0. 090 4 0.057" 11 0.119° 10 0. 059
501 29 0.392 14 0. 159 10 0. 143 29 0.315 23 0.135

ns 3 PR . P<<0. 05,G2A . G2B,G2C.G2D 43 35 H2 ks ;b P<<0.05,G2A 5 G2B,G2C 5 G2D i ; AF . 28 SL S % |

&3  HLADQAl #uERMEELKRZEFRHEIAE BRMBAFAILLE
G1A G1B GIC G1D H1

DQAI1

n AF(Y%) n AF(%) n AF(Y%) n AF(Y%) n AF(%)
102 10 0.104 6 0.056 10 0.102 6 0.057 16 0.094
104 4 0.042 8 0.074 6 0.061 6 0.057 15 0.088
201 10 0.104 6 0.056 8 0.082 8 0.075 12 0.071
301 37 0. 385 39 0.361° 37 0.378¢ 39 0. 368" 25 0.147
302 6 0.063 6 0. 056 8 0.082 4 0.038 8 0.047
501 29 0.392 2 0.019¢ 1 0.010¢ 3 0. 028 57 0.335

4, P<<0.05,G1A.GI1B,GIC.G1D 43515 H1 Fo# 5 % 3L P BH PRS0 AF : 4 JE PRI

PR 2% R G i 2F 3 L (P<C0. 05),
2.3.3 Wk HBV fi3x ALT IE% 415 5 5 410 55 07 3k B i
N HLA-DQAL1 % 0102.-DQA1 % 0302 {3 /5 3 H 22 R A/ 5
T2 L (P<C0. 05), X F XM HBV B4 1y 8 #-DQAI1
0102,-DQA1 » 0302 % 5 K I 22 5 JIF k452 445 2= FAH ¢
2.3.4 DUk HBV DNA & & i 41 A% & 1 21 5 D005 3 %) 1R
#H )¢ HBV DNA &5 52 i 40 51852 i 20 19 55 07 6 XA 58 00 [
HLA-DQA1 % 0102,-DQAI * 0201,-DQA1 » 0301,-DQAI1 *
0302 H:H 2% A Gt B L (P<<0.05), % JE-DQA1 % 0102~
DQAL1 » 0301,-DQAT % 0302 %5 {3 5 K 758 7 51 & o 7 189 & )
JLH-DQAL % 0102 FF 7 FL[H 5-DQA1 »x 0201 25 [& Ry 541 K,
NG5 R EE M .
2.4 HLA-DQAT 554 K& R A 78 4E 1 2 R 58 215 £ B %o
ML LR 4EiR 2 AT 4 5% (HBV DNA & & 6l 41 % &2 i1
1 ALT I A5 5 40D 43 ) 55 2 R fele B Xof BECZH 174 5 7 3 B
PR XY L & B HLA-DQA1 % 0301 ,-DQA1 % 0501 & [ 4 3 2%
SA G L (P<C0. 05) . % [E-DQAL * 0301 Jy 4% HBV
FEYL Y B R N -DQAT « 0501 41 4155 7 A9 &2 41 . S B B %
B L 3,
3 it it

ST 42—l i R PR 14 A% e PR L B B £t K
W HFESPHEMERZ —. ANEEZE SR X R R A2
R HBV e 22 AR K, 6 E — B AT 2 BT & 1
PR R A 7.18% . 18 M4k & HBV BEYL 5 W W 0 I IR 5%
9, HBV ERYA M0 & A AL AR 5 B k. 35 JLAE e 5 R Ak
PR Bt 52 i DR X % e P 9% s 52 il A 1D 1 O 9 88kl 32 30 F 5
FHSENY . R @M SN & HLA-DRBI = 11 %5 3E A Af
BB VO TP 98 0 & DX & 1 I 9 A n RS Be Sk B, HC Bl 2 T fig
R BUTVE I R X R R AR R 2 — . B g

X A4 Jy 3 4 e A0 HBsAg #4148 % . i # 2
] G 5B 3 AR A M ) 25 L T DU N 1 HBsAg 4 R O 5.
22% BN 5. 6%, itk A AV HETEAERS P B 25 R
FEE TR AR FEEA LM MBI R HLA-T 2640 7
5RO M A e MG K I PR % A IR A — S I e
H 5 AR HBV 19 5 &tk B HBV 28 5 567,

HLA-DQA1 3 [H jfi % s Bl BRI R RN B A 245
Mo FEEBANF HBV £R2 e U 5 HLA-T1 283 W HLA-
DQAI % 0501 J% B f f&-DQAIL 0501 45 261, 3% E & K X
DL R0 A 3 L 18 M 2 BT 4% 52 & ) HLA-DQA1 » 0501 %
REFER O F s 2tk 2 BUIF %6 LA HLA-DQAL * 0301 & g .
FLA R B TR L B Al . BRI ABUR AR 3, H
HLA-DQA1 ZE 45 32 43 47 & L HLA-DQATL » 0301 3 K 4fi 2%
S o T E BT B b X K B R A DURE LA HLA-DQAL1 * 0201
WA L 4 L) HLA-DQAL = 0501 47 2 fit &5 . 5 36 & Ho A
b 35843 A R ASAS [, 5 R R R 2 T AR L AR ALY
22 57 5 WA A5 1 I 2R T ST IR AR B 5 R B R [R) 2 T B
BOH SR DU 5 A e A5 A R IR Y 25 5, HLA-DQAT % i/
Jik R0 22 LA S [R) 1 3 AT R A5 T BRI AR TP N H S AN R
B, Y-S N DU Z B0 T2 TR L 5 ALY BATT L Bk %
TSI BOAE S U A HE HLA SR B AR fk, AT RE S BT W
b 5 5 e DUV AHE HLA SE P R 22 591

JEAER B N AMFSY HLA-DQAL 3t £ 55 HBV &
45 R B A AR R HBV R KA [ I PR 45 )7 19 T 2245 & %0
AL L2 T -DQAL % 0102 4 AR 2 BT 58 48 M Ak & A=
R IRV T 485 1 -DQAL % 0201 3 3% Jin £ BT 4 18 #: 1k & A= 1
U 5-DQAT % 0102 % 437 3 X o] B 218 4 HBV B 1 H1 9% J&
EUOE ) HLA -DQAT = 0501 J& 18 2 BRI 4 1) B RS [N, 8
Jn HBV 8 4 9 KU pEE . DQAT + 0103 A RE & T 78 I ik



Tt 2 R B I R BB B IR SE B, -DQAL = 0102 T fi /2
PR, o E Oy U 2 BB R ABE HLA-DQAT » 0302
N I HBV B 18 M Ak & 2B i KU

AHFFEIN K HLA-DQAT % 0102,-DQA1 % 0301,-DQA1 *
0302 J& UG Zy B BE PR F PR 0 JIFE iy B3 405 i ak B 22 o &
MRS, T 2R R R E R R E RN E
1k 5-DQAL % 0201 R % £ I8, 7] 98 28 HBV 18 ¥ 1k K i JE
iR . HLA-DQAL x 0501 Jg 3 it 2t W O 47 25 5 -DQAT =
0301 Jy i g 4k 75 oy R P 0 T 3 B | RS (2
HBV YL I IE A 40 . A ) M 3k DU (4 5 SR 3 IR 55 7 9 2 1)
PR AN [ o SR A T) b 33 1 11 S 5 2 B2 4 % AN [ b 35 1) 2 S 5 it
g 5 DR M 100 40 BT 2 BT AR AR R B R TR ST VR T
2, R AT YR 2 W6 9T DL 18 ML KU . -DQAT
0301 g 7 5t 2t U i AL [7) ) SR R 2 B At T 26 0% 22 R RE 1)
ARG G IR TE HBV Sy I K B 3 R i 8 o B &R
FERAE L AE LS B B 5 b 0 3 b S B 0 A DG PR 3R AT O
S H s Horh 22 51 5 55— 5 T A0 8 43 2 I 5 DUE 0 38 U L 4 ik
E DY b B R] AR 3 S AR 0 PR UK B ST BT B T R S B R
FER AR R DR E B A SR 0 2 R, i HLA-
DQAT * 0501 Jy i s 4 e AR 37 56 PR, 2% JEAA W] 2 s 15 1 5
AT 3D TR I 75 L A TR A DR 2 B 3 — 2 B0 TE Rl [
HEER. WP RN UL HLA B W £ 8 M4 75 Rk
DK 1 25 000 R 38 1% 1 e B IR B A R L b e 22 5

AV BT W 0F 5% K B B 0 4E e DU W) KR 12 HBeAg
FH P 2 BB 9 58 35 vh A P Th BE 5 & 19 /% HBV DNA & &
i AU JFF ) e 0 AR B v T 4R . AR BIE o i — 2B R BB
HLA-DQAT1 % 0102,-DQA1 % 0301,-DQA1 * 0302.-DQA1 =
0201 % 4 j%E-DQAL * 0301.-DQAL x 0501 5 ALT /K K&
HBV DNA 77765 — @ WA OGP 4E I R % & BU T R B fa
FRETESE PR B L 85 ETE-DQAL » 0301 2k 5 L ,-DQAL »
0501 W 4EHLE A 3 W E-DQATL  0102.-DQAT * 0301 3y 5 Bk
B .-DQAL »x 0201 5413 B 5 38 i Wl HLA-DQAL % 0102 .-
DQA1 % 0201,-DQA1 * 0301,-DQA1 % 0302 }-DQA1 % 0501,
R 18 BT S g R A TR E S R S K E
RA IO, BT fE 45 ) HBV [ Jsk Y 3 5 45 i) 40 7 995 13 1) %
o RO A 475 AR R, B R W 1 R A A AR A TR T 3R
B AR S I AE HBV R Y IR % 3090 28 % A B 31405 .

ARG HBV 35 B fdt 5 B 5 R B3 5 1 A0 5% oK )
Wi 2 I SE R 5 B 5 A L 1 45 3k R B /b, 7 E— 2B 1 i A ¢
BEDRVH: ZR AR SE R AR IEAT BE 1T 9% . BTS00 5 24 4 1 01 £
Ty B A 5, 58 3 — 2l R TR R I 31 g s B e )
BRI ST A L X 3 P B S T A A A S AT L P B
259 W BIF 2 BN A 1%
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