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[#E] B8 WFAHLA-A. HLA-BX:H Z &M 54 S /R ik AN BHB VIR Gy 25 7 1 AH 5%
. A5k IRPRICEE HBRHBVIEYL 505 (RHBS4) . 18 MEHBV #4806 (ASC4) . CHBH
#1004 (CHB#) , RFIPCR-SSPILEMGIIHLA-A, HLA-BERIAY, FLBi2H R SR 2R, 45
£ HLA-A*337ECHBALM MR (2.50%) BEMLTASCA (8.75%) , ERHABGIH¥ENL (fF=
7.355, P =0.007, OR = 0.248, 95%CI 0.085~0.722) . HLA-A*337ERHBSZH 4> 4% (1.00%)
R TASCHL (8.75%) (y*=7.242, P=10.007, OR = 0.96, 95%CI 0.012~0.756) , %5 BA il
B X, HLA-B*52/ECHBA A Ai % (7.50%) & TASCH (1.88%) , ZRAASGITH#EN (=
8.757, P=0.003, OR =5.634, 95%CI 1.596~19.887) . HLA-B*527ERHBSZH /> iR (11.00%) &=
TASCH (1.88%) (¥*=10.665, P =0.001, OR =7.239, 95%CI 1.908~27.467) , ZRHAG%t+%
B X 51 HLA-A. HLA-BEFR Z M2 MMHBVIER AL R4 5, HLA-A*335: R 5k S50 IRESH
o HLA-B*525:[R BABORMPTHBVIRYLAE 77, IR 2 R IUNHBY — i PR G alidg Mk 2R 48
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[ Abstract] Objective To invest the associations of human leukocyte antigen (HLA)-A, HLA-B
polymorphism with the outcome of HBV infection and the replication of HBV in Uygur population of
Xinjiang. Methods Total of 50 patients with resolved from HBV infection, 80 asymptomatic HBV carrier
patients and 100 chronic hepatitis B patients were included in our study. HLA-A, HLA-B genotyping was
conducted with PCR-SSP. The frequency distributions of genotype were analyzed. Results The frequency of
HLA-A*33 allele distribution in CHB group (2.50%) was significantly lower than ASC group (8.75%, y =
7.355, P =10.007, OR = 0.248, 95%CI 0.085-0.722). The frequency of HLA-A*33 allele distribution in RHBS
group (1.00%) was significantly lower than ASC group (8.75%, y* = 7.242, P = 0.007, OR = 9.750, 95%CI
2.038-46.645). The frequency of HLA-B*52 allele distribution in CHB group (7.50%)was significantly
higher than ASC group (1.88%, ¥’ = 8.757, P = 0.003, OR = 5.634, 95%CI 1.596-19.887). The frequency of
HLA-B*52 allele distribution in RHBS group (11.00%) was significantly higher than ASC group (1.88%, y°
=10.665, P =0.001, OR = 7.239, 95%CI 1.908-27.467). Conclusions HLA-A, HLA-B gene polymorphism
may play an important role in determining the outcomes of hepatitis B virus infection in Chinese Uygur
population of Xinjiang. The HLA-A*33 allele could aggravate persistant infection of HBV. HLA-B*52 allele
could keep individuals away from HBV infection and was closely related with the outcomes of resolving from
HBYV infection spontaneously and CHB.
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HB V& Gt J5 W Im R 9 5 WA 2 7). e
e G R I RE T 18 R T AR IR BRIR L V) AR
M, NFKEYMPTE (human leucocyle antigen,
HLA) 56 B 050 WA S R, Xt
HBVI/E Y5 i AL E 2 /E ™. van den Oord%:P
FHAUEE G 3 A0 AL G 65,7 1 88 HBV it Jii S HLA 3
TR R, KIWHBcAg (+) HAUREIYA
HLA- I 84y 7478, HHLA-1 X5 FEESFA
ZUR AU S SORE LU XA 4T . HLA- [ 284> 141
T ENIEMEPUR (Mg PR BOR R E D . ik
KPR A LT — RPN TR G A& 2
CD8" T, CD8" TiERR £F 7] it it 4 g A B3RS
X — WAL P e 1 1 32 58 1575 B 40 A 9 1 i
B, WURERTS SR L ARG
HCHLA- T ZREE 1) 2 SR HB VIR G 5 I R
R, WAL REMA SRS, SRR
AT IE A RS, BEAE T HHLA- 1 R3EH
ANETF PR, HIHEHBV 5 R i /N T [F X I
BENEEY, PR L B HB VIS IS T A [ PR
&5 Jy BT SRR X 4 5 R BB N A 5, AR
UK H SEI T ST 71, @IS PCR-SSP T AEY)
FHBEERAHLA-A BER 2 B MEEH P RIEH,
JE HTRE TR T

BARE7E

—. WS

W AE20104E7 H 2012454 H fE Hi 38 4 5 /R H
16 XN IR R B AT B e i 2% 5% & 1) 485 /R i 1g 1 HBV
47 (asymptomatic HBV carrier, ASC) # 804
(ASC4) , BHEHEPESO B, FH#20~59%, F
WHEE (36.14 £10.16) %, @306, 22~60
L, FHER (36.34 £ 10.10) %, CHBE#100
5 (CHBZ) , HFGEHPESS I, Fi19~58%,
SEIAERSY (36.24 £ 10.22) %, Letk4sfi], 21~60
L, R (36.52 £ 10.17) % HIRIEHBVIEK
#e (resolved from HBV infection spontaneously,
RHBS) #70 % (RHBS#) , fIfHE k42 ], 4F
#20~56%, FIER (3576 £ 10.32) %, Lotk
2841, 20~60%, “FIJFER (35.14 + 10.45) %,
FT A B 12 W I 55200048 75 22 58 O B F &
Biva %) VRIS WiksiE, BIHERRHBV. HCV.
HIV. HFEEME e RS R Yy . 320 1A) AR % B 1 3 40 ol
b ER TG . Sl BB F &R
HIFEEERHE, SABCHE R SRR,

T BB AR

ELISAR & i Lifg s A M H ARG R A 712
fit; A M DNA/NA &SGR & B h A T
Y TREEARAFRA; 1M BigA TAY TR
FAR AT A PCRIY (F5580BR11774) | Hiyk
1 e G AT A 3 3 [ Bio-Rad A &) 7% i

=. Jik

1. AR ARUCEE: FHEUN4L 3 22212 h)5 i ik
10 ml, HH5 mlsr &g, HTHBVIREY
MAFIhGER M 45 mlE FEDTA (Ethylene
diamine tetraacetic acid, EDTA Acid, EDTA) ¥1
B —80 CIRAF, HEIHITDNAEHUATHLA-A,
HLA-B3E R B 3 52

2. HLAJER 4G I : HLAK: K ZH DN A2 B 3%
TR AR 7 o U0 1 P A A JE I P 400 i 4R B (R 41 DNA,
TR LI R, HA,, > 0.2, 1.7
< Ayf/An < 2.0, ATARIMMIEFA tetik F <
2000 /A2,

3. PCR-SSP#IIHLA-A. HLA-BJE[H

W5 it : HWHEBunceZ " R iE ¥ it
HLA-A*3, HLA-A*11. HLA-A*24, HLA-A*30.
HLA-A*33. HLA-B*8., HLA-B*13. HLA-B*14,
HLA-B*27. HLA-B*52%3 V51, BRI 1
GER R NAR R BTG Y, NEEEY M E N
Sty

(PCRY A 25100 ngFE K ZHDNA 2 pl.
2 pmol/L - Fi#54%2 ul. 10 x PCR Buffer 2 pl.
2.5 mmol/L dNTP 1.5 pl. XHHE 54 2 pmol/L 0.4 ul,
PCRY #4261k FHAZPE94 °C 4 min, 281494 °C 50,
1B k66 C 30s, ZEfHT2 C 45s, fEIF35IK, H/EiE
#1172 °C 10 min.

G)PCRY M=) % € : ¥4 plIfIPCRIL“ WA
1l P 5 % 5 7 1 % 35 i B 468 I FEL 9K 30 miin,
HE140 V, ZRAMERESS, 1EAH RN VKIS H I b
o B N BEAE

4. Giit o Hr: RHISPSS 13.048 i 83k 47
Ke, THEBURA L £ s®on, A HLBCR
R ENHT: GLIRIR I EL IR T K 96 5l Fisher
PINEZ32:.

& R

—. HLA-A. HLA-B[X 10/™%7 3 K 7£ 341 F
FXT G KA

HLA-A. HLA-BIX 104™M&5 {75 K38 5| 4 5 #
WHBR/MATEA, WL,
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=1 HLA-AREIZE3A AR I o0 A SR
CHB# RHBS# ASCZH
HLA-AZA7 " o
R % AF (%) B AF (%) T AF (%)
HLA-A*03 27 13.50 17 17.00 23 14.38
HLA-A*11 20 10.00 10 10.00 12 7.50
HLA-A*24 35 17.50 18 18.00 19 11.88
HLA-A*30 7 3.50 3 3.00 6 3.75
HLA-A*33 5 2.50 1 1.00 14 8.75
%22 HLA-BEEPRIZE3Z N FE b i 20 A S
it fo CHBZH RHBS#H ASCHH
HLA-BEL 20 GEN AF (%) A AF (%) (e AF (%)
HLA-B*08 7 3.50 2 2.00 6 3.75
HLA-B*13 8 4.00 4 4.00 8 5.00
HLA-B*14 11 5.50 3 3.00 4 2.50
HLA-B*27 4 2.00 2 2.00 4 2.50
HLA-B *52 18 9.00 11 11.00 3 1.88
. HLA-AFRH Z A ECHB4. . RHBS4 . 1+ ®

ASCH A 4 R LA

HLA-A*337ECHBA /A s (2.50%) 3%
K FASCAH (8.75%) , ZRAGGIT¥E L (&
=7.355, P =0.007, OR = 0.248, 95%CI 0.085~
0.722) . HLA-A*33#FRHBSZ /3 A2 (1.00%)
R TFASCHL (8.75%) , ERAHGIHE N
=7.242, P =10.007, OR = 0.96, 95%CI 0.012~
0.756) , W1,

—. HLA-BFK Z &M /ECHB4L. RHBS4].
ASCH g SR L

HLA-B*52#ECHBA MM E (7.50%) &
TASCH (1.88%) , ZRAHGIFEEL
= 8.757, P =0.003, OR = 5.634, 95%CI 1.596
~19.887) . HLA-B*527ERHBSH 4> 1 i %
(11.00%) = TASCH (1.88%) , ZRHAAY
HEEE L (= 10.665, P =0.001, OR = 7.239,
95%CI 1.908~27.467) , W.#2.

1 2 3 4

M

N

7£: M: Marker, 100 bp ladder: 1: HLA-A*03 (735 bp) ; 2: HLA-A*11 (195 bp) : 3: HLA-A*24 (520 bp) ;
(570 bp) ; 5: HLA-A*33 (200 bp) ; 6: HLA-B*8 (605 bp) ; 7: HLA-B*13 (515 bp) ; 8: HLA-B*14 (445 bp) ;

(515bp) : 10: HLA-B*52 (135bp)
1

WEE. e (B, HETR. WEHER
) . EE CRERE. @ERR FREHIAN
R HBV G J5 i 5 2 R G R . 18 £
G PERFVESZ 1 TS HLA ) = A S A M A4k
(major histocompatibility complex, MHC) 4%,
HLAZERIZEA [ Ffge AR 230 ) 5 2807
FHBV 5 Btk S m R &S JRA B ANEL, B A A AN
FHLA 5HBVIE YLl R F VA 1A SRR 58 1E O3
NHBVIB L 5P K AR e E R R A . A
Fi 5 DA FE AN [R] 1R 2 AR TR 5 AN TR 0t B4,
Ifi & LLB $E 4 5 /R CHB. ASC. RHBSHEH/EN
PRI G, 3HL R I S Y HBY H 2 8 2 AH ],
ARV, TS A R B TR

AR A RHLA- [ K5 F 5HBVIEKJLAH K
MHiRiEE B E, 25MILEw, EEAE
xFJE AL, FEIN AT Ee 5 A8 A RAS I 7

6 g/ 8 9 10

4: HLA-A*30
9: HLA-B*27

HLA-A. HLA-BIX 105547 3% [R 78 3 2L BF 506 % 1 v ik 1]
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FEA K B AN [F) Tl Je b [X 160 N3 DA JRE AR =2 A7 75
FFE R Z R K. AHFF 45 R ONHLA-A*33 5545 4l
Z{ECHBZH. RHBSH &% 5 T ASC4, MCHBA
FIRHBS4 2 [0 2 7 g1t 22 & X, HRamezani%s
U2hpe G B AR W X BT A 45 ARl BN
FE R 45 B 1 JR IR AT BE S HLA-A*33 4 1 238 N 5
PEHBVHUR Bk fE 08059, TCLME LUK LR K, [AIRS
XoF JHF 448 P 3 i ) A A s/, R HB VIR G 5 5
T ROR B EORAS . 2R REPIR FIDNAM 4>
BIH AR (sequencing-based typing, SBT) HWfF il N
HLA-A*24025% B 98 AL 1) 2 SR I A, 53 4b
KaranZ'"WeFxf + F I N BERIATE 72 & BIHLA-A*24
AR IECHB. LB % FF A4k 8 b B 2 %
k. AWFFREIR, HLA-A*24% RS2 7 4 {ECHB
FMRHBCH#ASCH =y, HER LSRR L. 4
Xf_FIR3IFAN R AT AL EE R, B E A NAS F R
FEXTHBY Z &M B X ), AMURIAEHLA B [
ST AR IANE, IhARe S R — R BHLA S T-1E
AN RV R (] BT R B () B R A R 6. FAE
20034 Thio %"\ k3% [ 5 & AHLA-A*03 7] $i§
HIHBVE YL, J&F Ry R, mAM b 4EE
RN ERERA IR NGRS EiRGE1®, wf
e DRI () 8 AR R AR B A 3 AE AN [R) P 58 1Y) o 2
L= Brirk e Sl D B Ui =B o 1o s P N (TR T e R N |
ISR . 75 4h, HLA-B*527ERHBS4..
CHBAL /3 A g ¥ TASCA, ERBEA G
X, HRamezaniZ5" TS 45 BARML, RS R T AE
HHLA-B*52r T XfHBV 26 R B a5, H4Hl
A IR S I RN = e BORAS R X B 1
FRMWMEITERSRE, Sk IR, R
BHERS, MELTEAER, MR S AEK
WY sh B e, A RTRE R B NCHB. Ik
i, HBVIEGE 5 TP AN [F I R 25 J5) 10 P9 4t 700
FIYRINHLA-B*52 58 R & 1 RS H AT JE

R LRI, WriEdEE RIENBFHLA-A*334)
T PLHBV I GL 34 77 AR H 5 9 #5485 15 RS %
HLA-B*524); 7 B A BRI PTHB VYL HE 77, Al fE
JE— it tEHB V& 4t 8 # CHB. HLA-A. HLA-B
A3 T B R4 B P HBV [] I 36 RS A 20 i (45 47, D
HBV/E 4 Ji5 [RHLA 73+ ke 2] ()P0 58 580 AN A 5
EHBVEYL S IR S R AN E, 51 DA 2 200t 724X
PR gt i 6 S HB VIR YL 45 R4 S HLA R A,
FAMTIR RS = S HLABUR BT A & . 7ETH:

Fu B N AR RO N AT TR EESR BT T, H
HIT 1470 A B S HB VIR G Ja e A 3 U AH < /0 H #) 2
I, HERPIARM A T IRR, (EREE B TCH A i
AN, BB BB R RIS IESE, I AR5 15 K 07
A RTINS 2 221547 RO AT

2 F X
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