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R XN SN 58 H-r 5417 4 HLA-DRB1 iR
2 &P R WL 53 Br
WAT !, ATAME S, AEC, BEES

(L GINTTBR BB oG, T ARG 5180005 2. BRINTT MR HhoCof i B 2= W58 0, ARG 518000 )

E: BH SRRIDLRAFE LA LmA8 A5 AL 9403 R (human leukocyte antigen, HLA ) DRB1 #5541
AR SRS AHFE, KT CAFELRFHN S HLA-DRBlI AR Mey £BM, Tk KRARSMER N - A4
WA A (PCR-SBT) *f 163 BRI M R ZAFF X w4 (B4 ) Fo 314 HIERABE (2R ) 347 HLA-
DRBI1 15 & W 694, iE AR5 7 kst o maABG AR »RER, R *F 8444 69 HLA-DRBI 544
BA 32, P Bk T 5% 6 LB AA 6 FF, 5 %)% HLA-DRB1%09:01 ( 16.40% ) , 12:02 (11.15% ), 15:01 (9.87% ) ,
08:03 (8.91% ) , 11:01 (6.05% ) #= 04:05 (5.10% ) ; %44 49 HLA-DRB1 S5 K WA 28 A+, H+ Bk T 5%
B R B AR A 64F, % %14 HLA-DRB1%09:01 ( 20.55% ), 12:02 (14.72% ), 15:01(9.20% ) , 03:01 ( 7.06% ) . 08:03 ( 5.52% )
F211:01 (521%) . H&, #Harsa+ HLA-DRB1%03:01 # ik £ & TR, £FA%t5FEL (P=0.010) . &it &
Y o RABE G T R0 H4 5 HLA-DRB1%03:01 2 EA8%

KW ORI EEE S AR (HLA) 5 EERZAME
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Analysis of Allelic Polymorphism and Association of HLA-DRB1 in Hepatitis
B Virus Carriers in Shenzhen
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Abstract: Objective To study the distribution characteristics of allelic polymorphism of human leukocyte antigen (HLA)
DRBI in Hepatitis B virus carriers in Shenzhen area, and explore the association between Hepatitis B virus and HLA-DRB1
allele. Methods HLA-DRBI alleles were detected in 163 Hepatitis B virus carriers (the carrying group) and 314 healthy people
(the control group) in Shenzhen by polymerase chain react-direct sequencing typing (PCR-SBT). The genotyping results of
the two groups were compared using statistical methods. Results There were 32 HLA-DRBI1 alleles detected in the control
group, among which 6 genotypes with a proportion greater than 5% were HLA-DRB1%09:01 (16.40%), 12:02 (11.15%), 15:01
(9.87%), 08:03 (8.91%), 11:01 (6.05%) and 04:05 (5.10%), respectively . And there were 28 alleles of HLA-DRBI1 detected
in the carrying group, including 6 genotypes with a proportion greater than 5%, which were HLA-DRB1%09:01 (20.55%),
12:02 (14.72%), 15:01 (9.20%), 03:01 (7.06%), 08:03 (5.52%)and 11:01 (5.21%), respectively. Among them, the detection
rate of HLA-DRB1%03:01 in the carrying group was higher than that in the control group, and the P value showed a significant
difference (P=0.010). Conclusion The chance of Hepatitis B virus infection in Shenzhen area was positively correlated with
HLA- DRB1*03:01.
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FHEHLA N E A PR major histocompatibility GEHACAAREREE RN EZE RS HLA
complex, MHC ) J&—2H 4ifih s ¥y £ L0 S 750k AR SR R B 5B AT TR OC R M5 R
PURRFE B S PR . AZER MHC #F5 8 A5 H g W, BT K VE 20 5 R HLA S50 35 5%
PR (human leukocyte antigen, HLA ) , %Z&R HLA A% 52 80 B 0 i A G, Horp s 2 L
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#t & HLA-B#27 5 5 15 M 4 AE 22 i A 56 0
HLA ()RR 4> FE R MG e RGAH S, FrBile 1126
X IR L e 2R R e e e Thag U 2
7 (hepatitis B virus , HBV ) &4t J5 3 H A [A]
PP AL PRI T MR G e S R DL, AR Z AT
SEPHA ORI R, HBV YL S50 Ea9Mik . ik
ARBHRAL N B A K. 1 HLA HiES 50 R0 .
Horpr, HLA-IL 2843 7 25 2250 A5 76 Bt i 2 38 40
(APC) I T kL4 ffe 3R 1R, CD4'T WkEL A== 1A I
i) TCR Z A& HLA-I 2843 FIF S5 2 btk
gh4y, IR 3 CD4 T ik CU 4 S Re TE fL A SR B
T ALY CDA'T Ik & 40 it AT 43 WA 412 200 L 351 T bk e
Yiffs (CTL) K S/ bMMkE T, #3% CTL Ml
AR (NK 400 ) , T4 HBV N,
HLA-DRBI J& 2 ity HLA-IT 28384 BEA: X
IR TR HEAT Z P I HLA 2811 iF ot 2 %
PRI 2072k ™, A REEE SN - EAE o Ak
(PCR-SBT) J&2nA-WF58 1) L4 AR, RIYIHL X
HLA-DRBI1 5 HBV #5457 # B AH G 24w R WA
Wi, 24 FrfE 9256 % %F HLA-DRBI & [H £ &t
5 R SR AR 3 Z AR SR T T F5E .
1 Mel5H%
1.1 #rRar % LATCAEAR A 163 B My X 0%
NBE T R B4 AR NIRRT S (4RI
18~60 %/, WEL G Re ik MR ES Sk T4 B AR W
Fp 5 ke 2 BT R R TR N B ), IEH X
HEZH A BEAILFHERCEY) 314 1] JC 1ML 2% 56 22 0 R Y1 b [X {gkt
FREIUENRE (AR 18~60 %, Iy vk AR TR s
SEA YA AR BN A I 2 R e TR Y
KA, TEHEHREEERFR . B SRR ) .
PRI B2 2 5 B S S S Rl L IR
DI My o PR AR 23 51 2t it
12 RELXA 2[RRI (MagCore
HF16, &% E/AH ) , PCRAL (9700 A, [
ABIZAH] ) , MNP (3730 Y, &[] ABI A )
B BGAT ( I8 EE AR ) , HLA ZEHE T
A3 BRI ( 9EE Thermo Fisher Scientific A H] ) o
13 Fi
1.3.1  ffi 4 A Sh %R $2 BL{L ( MagCore HF16,
BIEHEA A ) MRBOLH ( BB EEAF)
FE AN A I 40 B 3 R 4] DNA, DNA ¥ B
20~100ng/ml, 4EEE7E 1.6~2.0
132 RAE AL 5 595 & (52 [ Thermo
Fisher Scientific A #] ), Fii50 & vd W H S -1 1918 |
Py aifl, FIEATIE RO . I RO Pl
b, B JE HIFAL (3730 ), 25 ABL AW )
ITEME R, WERGEYES, 4 uTYPET.2

it (HLA SBT uTYPE 7.2 CMDP ) #{443#r, Jf&k
LA BN 4 A% AR ZH 9 HLA-DRBI1 3 [H 73 #U 45
R

14 %t F o RABEEEEHEE T4 M
X} HEZH ) HLA-DRB1 55 v 36 R A0 3, 45 SR 47
Hardy-Weinberg W5 BERG 56 19 2 [1] 465 o7 i R A %
Fe4 R ] SPSS Statistics 20 Ziit4k 4 (IBM A )

T ) R
2 BR
P97 41 N 6T IR 4 1 HLA-DRB1 25 {37 3L P Wi 8%

HEMBEZEF LG IFE L, RS E
Hardy-Weinberg - i it . £ 2485 45 2 M fi
X 8 2H ) HLA-DRB1 %5 {37 35 RSB 5 70 A WL 3% 1,
Al oL, % AR ZH K6 Y A HLA-DRB1 %5 v 3£ [ £ 32
Bl Hop 5 KT 5% B9 AL 6 Fl, b HLA-
DRB1+%09:01 ( 16.40% ) , 12:02 (11.15%) , 15:01
(9.87%) , 08:03 (8.91%) , 11:01 (6.05% ) ,
04:05 (5.10%) ; #5472 A 9 HLA-DRBI1 %543
FEAT 28 B, Horb 5 R 5% BYSERIALAT 6 Flr,
y HLA-DRB1%09:01 (20.55% ) , 12:02 (14.72% ) ,
15:01 (9.20%) , 03:01 (7.06%) , 08:03 (5.52%) ,
11:01 (521%) o Hrfr, #5472 % HLA-DRB1%03:01
KR E TXRA, 2R A% E X (P=0.010) .
3 itig

HBV 25| L BIF R 9 IR, HBV BgL 2
SERVERAIE DA [l B B Rk 0
550, HBV #5447 & 76 e Ll R ik 10%. HBV
PRI IR L SRS 45— R R TAERIERS

ML SS9 75 B0 5 D 16 K0 75 a0k o 4 28 855 1)
fiE 1P sE 5 HBV YL i & A KR 13 P
ZENTYA % U 38 3 WF 58 Ak S it A5 15 S e ok a2
HBV &L Pk oy BAPE M E N R 2 —. HLA FEH
ZSNER G G N A P IRE , IMEBWLA
GRETTRERS M 225 . FELLRRR D) HLA JER AL AT 8
S HBV YL A1 P AL AN G B R s s 1
M FE HBV B 5 45 Jm i ARl . HLA-IT 255t
FEAT B ANME, P 8 A0 A AEE 1 T 40
MiZin, 588kt CDA'T 4ifis (MHC
BE%H ) [14]0 WEISSMAN g(f: [15] ﬁ\i?iﬁ)ﬁ%ﬂj%i%,j&
f J5 R S AT A 56 HLA JE [k LLF HBsAg 15 5.
PR T UM, JFmAPiiEf X, HLA-II K5+
H HLA-DRB X () £ &tk 82 2% U9 I 4E 3k,
[ N 4P 2% % % HLA-DRB1 3 [H £ 25 M FOR [6) 5 9%
CRMPFF AN R £, ZHU % ' % 31 HLA-DRBI1
KA 5 PR AL DU R B 28 A AE S A 520 5
FAINBOIM % " [ fiff 2 1A & DRB1#13:01 518 1
FH TR B DA G ;. SHI 25 1) 3 1k 528615 HY HLA-
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DRB1*15 57 465 DU ABERTZE A% A 4538

THURSZ %5 PO %} ] b WV A B (0 B 98 & W, HLA-
DRB1#13:02 5 HBV &Y ) A K IEBRAH &, 1l fE
XHLAST HBV B A Ry ER, A X —45 5%
FEwhE BY O E PR mE R PR A 5T
Rl 22 A5 2HESE . (HJZ E M £ % HBV 5 HLA-DRBI
FIBFFE H s T R A SE R, Ih R R aRfE

& HLA-DRB1%12:01/15:01 7] fE J2-18 ¥E 2 BT 4
HBV #5717 4 10 20 IRSE R AR ESE B p Bk ot 245 1
7% HLA-DRB1%04:01 2 HBV 18 PS4 i — 45
JRIEIR ;T Sk &5 B F 98 & B8 HLA-DRB1%13:01
H RN EE G BR A ¢, HLA-DRB1*07:01,
03:01, 02:01 5 ZBIRFRIGEEISMHERYA

x1 ZHFRBERESEREXRA HLA-DRBI S EEREERINES T HE [ 50 (%))

HLA-DRBI £/ CNPRHEE AL (n=326) R RAL (=628 ) 7 P
01:01 1(031) 4(0.64) 0.449 0.503
01:02 1(031) 1(0.16) 0.221 0.638
0301 23 (7.06) 21 (3.34) 6.719 0.010
04 : 01 2(061) 10 (1.59) 1.656 0.198
04: 03 9(276) 14 (223) 0.258 0.612
04 : 04 1(031) 1(0.16) 0.221 0.638
04 : 05 15 (4.60) 32 (5.00) 0.112 0.738
04 : 06 8 (245) 23 (3.66) 0.997 0318
04: 07 2(061) 2(032) 0.447 0.504
04:10 0(0) 1(0.16) 0.520 0471
0701 9(276) 26 (4.14) 1155 0.282
08 : 01 0(0) 1(0.16) 0.520 0471
08 : 02 2(061) 3(048) 0.076 0.783
08 : 03 18 (5.52) 56 (8.92) 3458 0.063
08 :09 1(031) 3(048) 0.150 0.698
09 : 01 67 (2055) 103 (16.40) 2.525 0.112
10 01 2(061) 8 (127) 0.902 0.342
11: 01 17 (521) 38 (6.05) 0276 0.599
11: 04 0(0) 1(0.16) 0.520 0471
11: 06 1(031) 1.928 0.165
12: 01 10 (3.07) 27 (430) 0.874 0.350
12: 02 48 (14.72) 70 (11.15) 2.534 0.111
13: 01 1(031) 10 (159) 3.112 0.078
13: 02 4(123) 21 (3.34) 3.769 0.052
13: 12 5(153) 4(0.64) 1.847 0.174
14: 04 2(061) 6(0.96) 0.302 0.583
14 05 12 (3.68) 14 (2.23) 1706 0.192
14 07 0(0) 2(032) 1.040 0.308
14: 22 0(0) 1(0.16) 0.520 0471
14 54 14 (429) 17 (2.71) 1.720 0.190
15: 01 30 (9.20) 62 (9.87) 0.111 0.739
15: 02 9(276) 16 (2.55) 0.038 0.845
16: 02 12 (3.68) 30 (4.78) 0.613 0.434

VB RRIER A 2 ANREOIER, BOERE = AEC x 2.
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ANFEAFP . ASTR] XN () HLA JE RAF7EAR
K2R, WYX AH#E HLA-DRB1 5 HBV #7474
BRI SR A AR LA 8, AR RIIN X
Xt HBV ) 50 8k 275 5 HLA-DRB1 2557 KL RA ¢,
AR EEI HBV #5458 (vl ) A AR (X
WA ) YEfT HLA-DRBI1 JE R KGN 3 BEAT 48124 50
Br, @5R B, #4441 h HLA-DRB1*03:01 £ i}
R TX A, ZRA51%E L (P=0.010) .
LR G 3 XN BE R Y 2 9% 7 WL 2 5 HLA-
DRB1%03:01 5 1F A %, HLA-DRB1%03:01 A] fig
SRR 2 RSN . gt S e e 45 BT
Meta 73BT B 77 L 256 VEA 9 Jeat 9 161 6T BERIF 5% SC ik
R B 45 1E—2L, R HLA-DRB1+03 Z5{ 3L [H 5
S A YN i) Y A R R ERTE S E e

HLA-DRB1%03:01 %543 FE [H 5 G52 A S0 1
KRB Z AR IS B, AR gE g R Ui,
HLA-DRB1%03:01 S5 JE K 5 HBV &L IR A7 7E 5%
I, HLA-DRB1x03:01 7£ HBV J&§4 i & W] & ¥4
o REF D AR FHIG, 75 ZEH AT 3 R i AR
58 HBV Prsye sy, AR FE—L e,
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