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(WZE] BH HISRAGE RN HBY BB LR G W R MR . ik EEERE R Mg
HBsAg A . SI6G % )n & 2E HBV BHWTAR MR 12 BI%2)LARFsR X &, 7 B ki, $2
U DNA, %§ =347 HLA-DPB1 . HLA-DPB2 45 2 ANJE [ 3 /N BAAL iR 2 251 (SNP) 37 15, ( rs2281388 |
1s9277535 | 159366816 ) f) PCR 434 J5>, 434 H A9 SNP {57 5 % i 3 41 i S8 6 JE 1R L 49, SR )
PSR EESE, S ERR T ASEFEA T Er A AR L. &R 12 4] HBV &R ZLRH R K
BE LAY 19277535 fif i, GA BRI AR 5 rh E Ry ARFILE 2 A Geit -2 L (P <0.05), H GA £
5 AA SEREUAE LG, Ak LB HBV 1 XU &K (OR =0. 064, 95% CI0.006 ~0.641) ; rs9366816
) C AL AR S E w7 AR R A ST B X (P <0.05), H CAMHEF S T S 3L F A
o, Btk LR HBV i KUK #85 (OR =2. 585, 95% CI'1.008 ~6.629) ; HBV £ ZLH W7 2 IS 22 )L 1Y
12281388 44 JE R J S5 FE R R 5 h W g 7 ARF LR 22 R B2 L (P 3 >0.05) . 4k
1$9277535 ( HLA-DPBI1 ) 1 GA JLR HIT] G2 2 HBV BRUULHR {53 2, 159366816 ( HLA-DPB2) 1y C
I T2 HBV R BMEIE MRt F & .
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[ Abstract]  Objective To investigate the effect of genetic factors on the failure of immune blockage of
mother-to-child transmission of hepatitis B virus (HBV). Methods Twelve infants presenting with the failure
of HBV transmission blockage after combined immunotherapy and positive serum HBsAg of their mothers were
recruited in this investigation. The venous blood samples were collected from the elbows of the 7-month-old in-
fants. DNA extraction was performed. Three single nucleotide polymorphisms ( SNPs, rs2281388, 1s9277535
and rs9366816) at the HLA-DPB1 and HLA-DPB2 loci were subject to PCR amplification sequencing. The
base composition and allele proportion of the target SNP sites were analyzed. The gene frequencies at different
loci were statistically compared with those in the southern Chinese population recorded in the 1000s Genomes
Project. Results The frequencies of GA genotype of 19277535 significantly differed between 12 infants with
the failure of HBV transmission blockage and the population from southern China (P <0.05). The infants with
GA genotype had a lower risk of HBV infection compared with their counterparts with AA genotype ( OR =
0.064, 95% CI. 0.006-0.641). The frequency of C allele of 1s9366816 also significantly differed from that of
the southern population (P <0.05). The infants with C allele had a higher risk of HBV infection compared
with those with T allele (OR =2.585, 95% CI: 1.008-6.629). However, there was no significant difference
in the frequencies of 132281388 genotypes and alleles between 12 infants and those from southern China (all P

> 0.05). Conclusion The GA genotype of rs9277535 ( HLA-DPB1) may be a protective factor, whereas
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the C allele of rs9366816 ( HLA-DPB2) is probably a risk factor of mother-to-child transmission of HBV.
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pg FEAT F-BBIIR G S . 230 T H AR ISt
HTLA R T WS iR A2 2 LN kil , #2847 HBV i
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1. R R A A ) i

G ScHk [39] HkiE, #& 4 HLA-DPBI,
HLA-DPB2 % 2 5 BN E i 3 M HIRZ &
P (SNP) v /5 (152281388 . 19277535, 1s9366816)
VERAWTIE R B B A

2. DNA 1328

SAREIL T AEE, R 2 ml, B
T EDTA &, JRA) 5 H 200 pl I T4 HL DNA,
{7 DNA $2 50200 & (i DNA 4 B n) - i ik
A, MY, FUE AT ERAE, SRR
DNA, & T -20°CH{RfEe .

3. 5B A

@ i NCBI-Gene %% ¥ FE ( https: //www.
ncbi. nlm. nih. gov) % H A E 1 DNA 4], LU
FIAY SNP i i g ey, R primer 3 2fF 31 PCR
19, BRI S P e 517 PubMed %04k 12 Hh
HEAT blast 7387, SRS WK e ko R SR
G I (£ 1) R RIEH A /#7516 .
M5 WU B A5 I AGE B RGE K, Y 151
MR BLRIE 1 wmol/L, & T —20°C h{RAFE ]

*1 HLA &[] SNP {37 115|977 5]
fii m F R FERIRIE (bp)
1s2281388 CCAGGTCAGGAGCACGAGA GGGATTGAGGAAGGCAGGT 543
159277535 GGGTTTTAGTAGACAGTAGG TGACCAAAAGGTGTCAATA 645
159366816 ATTGCAGGCATGGACCACT TCCACCCTCTGGAGGACAG 551

4. HBFER Y3 By
K PCR 739 B 752647 H 1) SNP A7 1
MFF . HEN4] DNA | 51915 PCR ROVIARIES,

JE ST B Wi 3wl 10 4% Ex Taq BEZZ K, 2
wl A AZMEAZ 1 =858 (2.5 mmol/L), 1 pl i
1% (10 pmol/L), 1 wl F#F514 (10 pmol/L.),
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0.2 wl Ex Taq (5 U/ul), 2 wl DNA (1 ng/pl),
20.8 wl H,0, PCR §"#4>KH ABI 2700 ¥ 344, $~
B2 H: 96 C HWiAEPE 10 min, ZJ5 10 A3
(96 C30s, 62~52CiE-k20s, 72°C30s), [f
J5 35 MEM (96 C 20s, 52°C 20s, 72°C30s),
BT 72 CHEMS min, 4 CLRAF . SO EE A
7wl PEHIHEAT 2% BN WEBERS FL UK 4 € PCR 4 1™
¥, L DNA Marker R(B600040, BBI Life Sciences)
0 DNA B agaty RN Je v BEARE i, SR I BE IR A
B R G ZF-258 3t PCR 9734 7= W1 9 Fr Bk
BEo WY I G K AR T i PCR 7 W% b g 3%
BT AT DNA I
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B Z SRR, HIR AR TR AR AR
TR ER T ARE. SR DNAMAN /4% L DNA
Fea AL I e 45 5%, Chromas 4 73 A ) 7 e 41
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T Gt

K SPSS 22. 0 AL BREHE . THECTOR L 3
RN, Gl bRk X2 K, K 4328 Logistic
[ S 0 73 A 25 ik R R 5 L B R e HBY YR &R,
S (OR) F195% Al {5 XAl (CI) . P <0.05
hEFRAGFE X,
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— 12 {5 e BH T 2% O L2 1 — MR et
2011 4 1 H 22016 4 3 AFFE N ABRER) T
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%2 12 {51 G 75 BELWT 2 WG L 3 Y — e e e
g 5 Al B3 HBV #RraEd° Vig /WiEaN IriZEgE () AR (kg) LS I E=N

1 Ul +obo B3 1% 39°° 3.20 B
2 4 +otot [EbER Y 397 3.40 AT
3 i oot e 39 2.90 AT
4 U2 +ote 3 431 40" 3.20 AL
5 B +edot B3 5tk 37+ 2.95 AT
6 4 borot Bt 4 i 38 3.20 AT
7 4 et B 3 531k 39! 2.70 AT
8 9 +ot e 40 3.50 AT
9 i’s +od-t e 39" 4.10 AT
10 B ok e 38" 3.30 AT
11 L oo+ e 38 3.45 AL
12 L +otot e 387 3.00 AT

T BE2R HBV ARSI HBsAg, #1-HBs, HBeAg, #ii HBe, #ji-HBc

T 12 G RE BT O L EE () HLA 3EP H (1)
SNP {37 15 i) e 2%

PO A 45 S R . {7 T HLA-DPBI 3 [H
i 19277535 il HLA-DPB2 3£ A | [ 1s9366816,
R PR AR 557 35 DR AT A 3 BEL T 2 W ) L 2 A v
Er T AR ER AL (P <0.05)
B E BELIKT e T LB 11 19277535 [ GA [ 45 %
HhEmM I AR EZERAESEIT¥E L (P <
0.05), H5 AA LA LL, HATEEREL T HBV

FEWL AL R R (OR = 0.064, 95% CI 0.006 ~
0.641) ; FPERLIBTRMILE Y 19366816 (1) C 2547
SRS AR ZE R A G E R X (P <
0.05), H5 TZMEFME, HuJgER T HBV
FEWUESR I 5 M (OR =2. 585, 95% CI: 1.008 ~
6.629) . B—A SNP {v/ i rs2281388 [t 4% 35 [K I K
S5V I PR AR R A G i LT 2 S ) L 3 A v 0 g o A
] b 22 F G4 (P >0.05) , W3,
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#3 HLA JEPH 3 A~ 1 SNP A5 4E G328 BELIRT 00U 358 v i) 43 A B 9 KUK
HLA-DPBI 12281388 cC 2 (17) (40) 1
CT 6 (50) (47) 2.591 (0.467 ~14.382)  0.276
TT 4 (33) (14) 6.333 (0.920 ~43.618)  0.061
C 10 (42) (63) 1
T 14 (58) (37) 2.471 (0.990 ~6.163) 0.052
HLA-DPBI 19277535 AA 5 (42) (15) 1
GA 1 (8) (47) 0.064 (0.006 ~0. 641) 0.019
GG 6 (50) (38) 0.467 (0.107 ~2.036) 0.311
A 11 (46) (39) 1
G 13 (54) (61) 0.734 (0.297 ~1.812) 0.502
HLA-DPB2 19366816 TT 2 (17) (33) 1
CT 4 (33) (49) 1.304 (0.212 ~8.032) 0.775
cC 6 (50) (18) 5.000 (0.826~30.281)  0.080
T 8 (33) (57) 1
C 16 (67) (43) 2.585 (1.008 ~6.629) 0. 048
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1 F A N I R Z B2 20 i
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bR, TEPURTEUN | S 245 J T il 4 2
PR HGE R s R4 2 AR S A e, X
16 FIH MR AN 7 40 HBV J5 8 K 4E/EH, FFrl Bk
S B SRR 5 A A SR S 9 1 1 o

2009 47, H A 4 3 41 58 o0 B R HR
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Y 19277535 GG LA 19366816 TC 3t [
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HBV B} 2 B Iy 2 0 g A 6 o

A FERT 12 451 e 73 BHL W7 2 O L 25 470 J] o o i)
3 AMFHOC SNP A i 47 1 PCR 47 38 0 7% A1 53 7
IE 5 E w7 R0 S R R At 45 R BOR
rs9277535 (HLA-DPBI1 ) F1 1s9366816 ( HLA-DPB2 ) 1}
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NIRRT RN 67% , 5T E gy AR A
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