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[HE] HH HFIT2HFR(ZF)HEH(HBV)IEFE MG C LEAROE 3 F(BCP) XA Y
CHFEET BL R RGBS R, Ak RETLHAE 16 X 52 1 BEL T 5% 0 iy £ 28l Y5 R A 32 17,
A K% 88 xd BHIT AL T Y £ B it E AR AR 176 3. LARIAR MRS Y PCR KLU 16 Xt Z JHF 5 1 BHL W7 5%
fBE BLAN 88 il BELbT A Th 4 BF 35 M 3 AR AR B HBV B[R A, A PCR 74 & 8 0 % =48 I HBV #0 ¢/
BCP 748, R Al Clustal W 1. 88K #E47 ¥ 54047 B R 16 16 FIBHLWT e WMy 83 3% b, 15 $1(93.8% )
4 HBeAg Pt , B3 C #(15/15,100% ) ;88 {51 B W7 i 2y 9 &8 36, 51 $11(58.0% ) & HBeAg FH 1,
Hop CHEBIME45.1% (23/51) 78 HBeAg FHEAEE 4 BB R WA 1Y C EF AU 1 E W 8/ T
W4 (* =14.3,P=0.003), {B7E C H AR HBeAg M B, PAMT R M4 5 K WAL W T1762/
Al764 RABRER TR %E (M H13.3%F33.3% ,P=0.4), L A1896 RAE, &it K
HBV K C B & 3 0T §8 5 5 S B0 2 T2 Wy PELIT 2% W, TG C/BCP R R 2875 5 KL R B AL 4B R %
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[Abstract]  Objective To investigate the association of heptitis B virus (HBV) genotypes and
precore(PreC)/basal core promoter(BCP) mutation with interruption failure of HBV vaccination in mother-
to-infant transmission. Methods A total number of 208 serum samples were collected from infants and
mothers,including 16 infants who had become HBsAg-positive despite a complete and timely course of
immunization and another 88 infants successfully protected from mother-to infant HBV transmission. HBV
genotypes were determined by type-specific primers PCR method. PreC/BCP mutations were detected by
direct sequencing of PCR products, and Clustal W 1.8 software was applied to analyzing the sequences.
Results Of 16 mothers who were having vaccine failure infants, 15(93.8% ) were HBeAg positive and
infected with genotype C(15/15, 100% ). Among 88 mothers of having children being protected by
vaccing, 51 (58.0% ) were HBeAg positive, with 45.1% (23/51) of genotype C. The proportion of
genotype C in HBeAg mothers of infants with vaccine failure, was significantly higher than that of mothers
with vaccine protected infants (x> = 14.3, P= 0.003). However, the frequencies of T1762/A1764
mutations had no significant differences between genotype C HBeAg positive mothers with vaccine failure or
protected infants(33.3% and 13.3% ,respectively, P=0.4). No A1896 mutation was found in these two
groups. Conclusion HBV genotype C might contribute to the immune failure of HBV vaccination in
mother-to-infant transmission, while PreC/ BCP mutation might not have correlation with it.
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A X R HBV S5 [H A #I PreC/BCP 25 5
HZFEHEN S EEFN R, AN RN HE
16 38 14 BELUT 5 ORN 88 e BEL UG 1 T £ B 32 1M 5 4
A AT T HBV B B F1 PreC/BCP 248K , BUK
HRMEWNT,

MRS5S %

1 AR AR SR IR - 16 X Z HF 95 1 BHL 17 2% I 9 BF B2 g
Xof L VE A AR 32 {6y K BEL W AL B 88 Xt £F B il ¥ A A
176 4y, ¥ i VL5480 R AR BB FE il O W o 16 X
BEL b7 2% 180 ) £ B 2 % 14 O « B 28 221 HBsAg FH
B IL#E 0.1.6 T ARF X 2 REMS pgFAH
B O H G, 1 % J5 R A I HBsAg FH .
88 Xf L FE AR T B B\ 38 & R - B 22 H HBsAg
PR, B L# 0.1.6 M A RF Rt 2B EFS pg
EHEE I Z MG, HBsAg ¥ 82 #, E$1-HBs
PR, FrA I 7E B - 70C KA RT

- 2.HBV ML 45590 &2 HBV DNA & BRI : i

FAEE Abbott RIA R 7 & Xt BT 4 Il 7 #7 4 HBsAg.
¥i-HBs HBeAg . #7T-HBe Fil¥i-HBc #4780 . Sz FH I
P £ HBV Ry W7ot B XA &8I HBV
DNA, RN & UL BEREmAEE R,

3. HBV DNA £ 8 : i 1 & H Promega 7 7
Total RNA Isolation System &5 & , R 1E e

4. HBV EH 4 & N AR F R 519
PCR #: 13 HBV DNA, £ I35 I B 3k , BT~
W R BN EERERAE , PCR (RS R i
Cycler) B8 8 LR h 22 H Bio-Rad 2 A 7= fh o

5. HBV PreC % BCP X #3{ PCR ¥ .55 —
B PCR Y EIE5I 95 (nt1604 ~nt1625)K 5'-

TCG CAT GGA GAC CAC CGT GAA C-3', F#45I
¥ ¥ 5] (n12073 ~ nt2054) K 5'-GCT TGC CTG
AGT GCC GTA TG-3', ¥ 3 % {F: 94T 4 min;
94C 30 s,60C 30 s,72C 60 s, ¥ 3 35 MEF; B
J5 72T ZEBT7 min, P =YK E 470 bp, £
% PCR §"#¥ . E# 5|9 5% (nt1611~nt1629) K 5'-
GAG ACC ACC GTG AAC GCC C-3', Fif5I ¥ ¥
% (nt2064 ~ nt2044) 2§ 5'-GTG CTG TAT GGT
GAG GTG AAC-3'. ¥ 3 % #4:94C 4 min; 94C
30 5,62C 305s,72C 30 s, ¥ 4% 35 NMEH; &5
72°C #E {7 min, ¥ 1 7= ¥ K F 454 bp, PCR =¥
5 pl, FH0.5 pg/miR AL Z B2 /1. 5% BB W 2 v Dk
i, PCR 514 %& Taq Plus DNA BRAMH WA L
BETEY TREARFAERAA

6. PCR " H#EWF RFF oM. 8 -8
PCR =¥ h LA TA Y TRERRS
HIBAEI5E . F FH BioEdit 5.0.Clustal W 1.8%k
AT IF BN 431 o

7. REF SPSS 10. 03k {4 #4748 H 4047 o

5 R

1. Z BT 1 PELUST 2% B 22 1 7 HBV DNA 3 H
B} PreC/BCP 78 L 42 : 16 XF Z BF & i BH Wt 2k W
ME R, 13 X% (81.3%) EF AT LB, AE 3
MWEFERN CERNA, HFERILAB+ CRER,
Hep 15 3+ 88 F HBV ZH nt1631 ~ nt2050 /75!
(f3.%5 PreC/BCP X ) kil &5 5 , 1 XF BB B & R K 17
REEHEL, 45 R 15 X8 2 H nt1631 ~nt2050 7
FUF L B 7E 98% L B, Kb 8 Xt R W KRN
100% o % 15 X BB A1896 RAF(FK 1),

R1  Z P BT W A9 £ 52 HBV 22 R PreC /BCP 22748 K F7 5 A0 L1 L 8¢

e HBeAg HHH nt1762/1764 nt1896 JF AR (% )
i 35 2L % 2L 3% =)L 35 EIN nt1631~2050
FBO1 + + C C AlG AlG G G 100.0
FB03 + + C C T/A AIG G G 99.5
FBO5 + + C B+C AlG A/G G G 100.0
FB06 + + C C AlG AlG G G 100.0
FBO7 + + C o] T/IA T/A G G 100.0
FB10 + + C C AlG A/G G G 99.8
HD059 + + C C AlG A/G G G 100.0
HD112 + + C C AlG AlG G G 100.0
HDO082 + + C C ND AlG ND G ND
HA375 + + C . B+C T/A T/A G G 99.8
14040 + + C C AlG AlG G G 100.0
13477 + + C C AlG AlG G G 99.8
13366 + + C C T/A AlG G G 98.8
8 + + C B+C A/G AlG G G 100.0
Cl12 - + C C AlG AlG G G 98.6
C127 + + C C T/A AlG G G 98.6

HND: R
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2. ZFFE v PRI R TR HBeAg FH #4357 SR
BT IR o B 3 R R BY L3 A 16 i) BH BT 5k WL 4 R S
W,15 61(93.8% ) & HBeAg FH¥:, H ¥ C &L (15/
15,100 % ) ; 88 i) FH. 7 B 2h 9 B 35 4, 51 1 (58.0% )
1 HBeAg FHPE, Hp C FE P A 545.1% (23/51),
7t HBeAg FHYE £ BHWT R KA M C EE B
R & THEE R (= 14.3, P=0.003)
(£2),

F2 2V 1 O A L S A B T S 4
e A IR (% ) LA

BELIT R AR (n=16)  BHWTR SN E 4 (n = 88)
HBeAg(+) HBeAg(—) HBeAg(+) HBeAg(-)
C 100.0(15/15) 100.0(1/1) 45.1(23/51) 24.3(9/37)

A

B 0 0 27.5(14/51) 16.2(6/37)
B+C 0 0 23.5(12/51) 37.8(14/37)
KAE 0 0 3.9(2/51)  21.6(8/37)

3. HBeAg FH¥:H R C & H B # BLET B sh 4 5
S 48 B E B HBV PreC/BCP 28745 15 10 H 4K - 1k
HBeAg FH P C % P B PH o7 2k A R B B &5 15
B, 8 T1762/A1764 75 5 3, 45 RuT# #33.3%
(5/15), 5 & H13.3% (2/15) , A A £ F LG it%
BU(P=0.4), K SEFARELER, HYKRE
B BCP C/G1753 Fl PreC [X T1846 ,A1896 48,
WU L3 HBV DNA 7K 38 BH , BH 7 5 g
Y E N (6.20+1.36) log,,, AW R IHH B E N
(7.04+0.54)log, , WHER TR ITEE L,

15 B 4

HBV BB EE LB LA EEE Y, ZHES
TR P AL HBV BHM B 55 0 I AR 3. A&
EEH 16 X3 Z T 5 1 BH 07 2% B3 B o, 15 X £ 42
# HBV DNA nt1631~ nt2050 & # 8 ¥ 5l (143
PreC/BCP X )AL ¥ 7E 98 % LA L (1 3§ B & % %
KT R BE H ) o 1% 16 X 2 T 1 BEL U 2k I i B
WL PR WA, 81.3% (13/16) 1 B2 iy 5 R B 52
e, B3fIERCH,HBILAIB+CRE
B AT AE B AR R R R C REBE, BL
WK AR URS T BEREA,

1£ HBeAg MR85+ BHMWT R 41 C B H A
Bl R EE FHBERDH, 25K 100% F
45.1% (¥’ =14.3,P=0.003), A XAk E, &%
HBV DNA KV 58 B L3 i) R (7Y,

A 53 A W £ F 8 o A B BRI 4 5 K K 4L B S L T
HBV DNA KFZR LS 2, #8 C ENA
TR T BB 5 & A B B AL 3%, (H 8 YT AL A 15 ik
— W5,

APFFE T, B YL C 3 A Y BH T 2K R SR A Y
T1762/A1764 R 545 3 BORY & T BH W A 2 &5 & 41
(451 433.3% M13.3%) , AHELR LLIT%E
X, 37~ HBV PreC/BCP 28 5 7] fB 5 i 4= JL & i 9
T BEL U 2R KL TR K o

APFFIRGE S pgZ P HI % HBsAg Al HBeAg
SURH 8 3% B A= JL A BT 3. 1 87.29% , 10 pgf 1
ATIK 92% o HBV % i % 5 PH 4 B 3 i A4 24 )L B
MR Ak 95% LA LU R XUBH 4 B 3 B A L &
R MR, X AT fE S HBV DNA KB B A X,
AHE I B, BEL T K AL i B 25 R, 93.8% (15/
16) AW R . Bk, X 0 FH £ 5% B £ 2L,
BWER OFE N 28R H M 5 HBIG B
BB, U R E B/ kAR,

8 £ x W
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