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[ Abstract] Objective To analyze the relationship between maternal mutations in basal core
promoter region of hepatitis B virus (HBV) genotype C and intrauterine transmission. Methods We
collected information on general demographic characteristics and process of delivery among 399 pairs
of consecutive HBsAg-positive mothers and their neonates, from the Third People’ s Hospital of
Taiyuan in Shanxi province, China. Fluorescence quantitative polymerase chain reaction (FQ-PCR)
and Electro-chemiluminescence immuno-assay (ECLIA) kits were used to detect both maternal and
neonatal HBV DNA and serological markers in the peripheral blood. From 113 mothers with HBV
DNA load =10° IU/ml, we selected 22 mothers whose neonates were with intrauterine transmission
and randomly selected the same number of mothers whose neonates were without intrauterine
transmission, as controls. The whole-length HBV DNA were extracted, amplified, cloned, sequenced
and genotyped. Finally, a total of 39 mothers with genotype C of HBV were selected for mutation
analysis. Results Thirty-nine cases of genotype C (88.63%) were finally included in the study, with
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19 cases in the intrauterine transmission group and 20 cases as controls. Rates of A1762T/G1764A
double mutations were significantly different between the intrauterine transmission group and the
control group (7.53% wvs. 27.72%, P<<0.001). Results from the multivariate analysis showed that the
A1762T/G1764A double mutations had reduced the risk of intrauterine transmission (aOR=0.065,
95%CI: 0.006-0.746, P=0.028). Maternal A1762T/G1764A double mutations appeared to be possibly
associated with neonatal HBeAg (P=0.050). Conclusion A1762T/G1764A double mutations of
HBV DNA from the genotype C of those HBsAg-positive mothers could reduced the risk of HBV
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intrauterine transmission during pregnancy.
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Pre-C = = — - - -
C GI1915A 36(19.35) 40(19.80) 0.01 0912 -
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T2044C 108(58.06) 22(10.89) 96.72 <<0.001 -
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"= A1762T/G1764A L SEAE I EE 2% 1l 1 HBeAg 7K F
5K KA 9878 () HBeAg /K A e it R Kk L% T
Giit2#a X (957.4 COl ws. 1 024.0 COI, P=0.311)
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1 I 5
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() HBsAg FH 14 £} 5% HBeAg ¥ I 27 4y BHAE: , BCP X
A1762T/G1764A X575 32 h 18.04% , A & BT
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A SCHR B BCP X A 0 & A = A8 1T g Bk
HBeAg ik FFAE . BCP X 5 Pre-C & [H X )
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THE HBV B v HAT 3 (W R AR R M 5 52 2
TR OB AR 1 2 A T R 3 B2 M mRNA (155
SRR T FEAIK HBeAg Y #3K . AR 58 £ 1
3£ BCP XAV WL 2L 3 A1762T/G1764A RLSE 78 H5,
A1762T/G1764A W5 AE W] g 5 3 JLHBV & N %
R0 KA e, FLG IR 9848 6 g 3 v 18 AL %
2,5 Cheng SEHMFF 25 I — 2, 2R R Hrdh
FILIR A1762T/G1764A XUZE 78 0] g 1 5 AL HE (1)
9P & L R0 T BCP X HY A1762T/G1764A W
A % A T e HBV DNA 98 1, 5% 3 R e
HBeAg (93235 , FE M EHA N 1) HBeAg S8/,
R b A B2 AU SR AR 1Y A A ) A R I R
i), BCAS YR BIF ST HL#E A1762T/G1764A WEE7E K 5
75 55 £} 25 HBV DNA 8 0 6 &, 45 R Bos K 4E
A1762T/G1764A W 245 i 1) 5% HBV DNA %k i 8¢
. #F—2 AR A1762T/G1764A XL 78 % H: 5 75
51 JLHBeAg /K FHICHR , KL A1762T/G1764A XL
RAR 584 JLHBeAg /KA K. A1762T/G1764A
X ZEAE ] BE 5 HBeAg MY L& 2F 10 A 56, th T4
RRMERAY  RAENGEIE W 454 HBV DNA
() 52 55 0 O AR LR R R L OE B R IR
HBeAg 1 RE T it AR 1) 2 5L , 187> HBeAg
) IE A S 4 W . A B, HBV DNA )
A1762T/G1764A UG AR #EAK 1T BRI T REAIR"",
HXF HBV B A= BU BN S 2 AR L, AT T
ZAG )L #E HBV ML S . nTREH TAEA = AIER
Hl, 14 R &B A1762T/G1764A XL %8 75 5| i £ 3%
HBV DNA # 4 fil HBeAg /K V- G5 it~k 48 (B &
LK HBV DNA (& il fl HBeAg R IATE—E 72
B FARES TR KA A1762T/G1764A USRI /L,
H A1762T/G1764A W IEAZFEAR T B4z )L HBeAg 1
AT AR AT 25 1S IR — 2 R R .

g L, @ #E 4E 9 HBV C LAY i
HBsAg PHYERE 2 Y A1762T/G1764A RS AL 55 75
PR AT E A8 4 JLHBY ‘B WAL #& 0 & 4= . FE3E

A1762T/G1764A RHE7AE W] gl 1L A il HBV DNA )
52 i 5 HBeAg [ 1E 8 3Rk , AR EE £ 1A N HBeAg
B, BT AT B> HBV B WARRR I &4 . S )n
Pt — 2 KA, e85 B AH R RHE T HBeAg
FIPEEE R4 T BCP XA 5 548 437, 5 AR LA X
GRAS B G A LA SE HBV 4 5 [H 41 45 5 52 1)
B LR IBLT], IEAERAR KR SR A S LT
WF5% HBV DNA # 5 <<10° TU/ml i 5E (K 2 31) , [
X HBV £y NG B4R LT g 2T A48 HR

FUBEMZE AT 1EH R R 2E AR 25 0

& % x #
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