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[ Abstract] Objective To study how hepatitis B virus(HBV) ‘a’ determinant hotpoint mutations
were influecing the hepatitis B vaccine efficacy. Methods Primers were designed in HBV conservative
region, and the degenerate probes for detecting 16 ‘a’ determinant hotpoint mutations were developed for
gene chips. Sensitivity and specificity of the gene chips were evaluated by clone sequencing. Sera of 47 pairs
of mothers and infants with immune failure and 323 mothers of children with immune protection of HB
vaccine were detected by the gene chips. Results Result from clone sequencing demonstrated that the gene
chips were specific for the detection of ‘a’ determinant hotpoint mutations. The wild type of HBV was still
dominant, with the prevalence of 78.66 % , and the mutation frequencies of 126A, 145R, 1265-1,126S-2,
129H, 144A, and 129R were 11.27%, 5.76%, 5.28%, 4.56%, 1.20%, 0.72% and 0.24%,
respectively. The prevalence of 126A mutation was significantly higher than that of other mutations( P <
0.01). No significant differences were found in mother-infant transmission rates of 126A, 126S-1, 126S-2
and 145R variants. Conclusion
transmission of 126A, 126S and 145R variants. It appears that there is no need to develop a new hepatitis

The currently available hepatitis B vaccine could block mother-infant

B vaccine against 126 and 145 variants at present, but the consistent epidemiological surveillance on HBV
mutants should be carried out.
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TGC CCG TTT GTC CTC T-3', F#514 Y2:5'-
Cy3-GGC ACT AGT AAA CTG AGC CA-3', #B1E
SCHER([2- 4], 364 16 Fa" R E R E WRE/E RN
XE L4 BN 126 AL T/T REHR Aa [c/t]t RER
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200 pmol/L,Ex-Taq DNA A &0.5 U, PCR K i
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S e s e 129L P7  5-CTGCTCTAGGAACCTCT 17
7 aga) \145 L G REH E( fgg x 129H-1 P8 5 -CTGCTCACGGAACCTCT 17
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RN 147Y P20 5-CGGAAA [T/CITACAC [T/CITGTAT 18
HIFEN(F 1), KAt vE L BB B A4 P21 5-TGCATGAGGATTTACCG 17
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TEHREERHNERESITERE L GHTF 126A,1265-1,
126S-2 #1 145R 22754k , 416 P {H39>0.05),

F2 RO SR R
A& PCR™Y

wE Hauy SR R
M255  WT WT WT
M928  WT wT 134L.WT
M2013 12681  126S-1.WT 12681 WT
M2016 12682  1265-2,12651 . WT 12652.1265-1,WT,144A
5M 144A  144AWT 144A . WT
10M wT WT WT

£3  EEEBRE HBV“2 P B # 126,145 (&

RABKRLE R
Y HBV RAFRMEBL 126A 12681 12682 145R
BEL B87 2k Wi 4 (47 A
5 By R e 5(10.63) 1(2.13) 1(2.13) 2(4.26)

BEERBRY ML Y: 2(4.26) 3(6.38) 2(4.26) 3(6.38)
BRI L RS 3(6.38) 2(4.26) 1(2.13) 4(8.51)
it 10(21.28) 6(12.77) 4(8.51) 9(19.15)

BEL BT AR B 4. (323 #)
BB BULARRRY 32(9.91) 14(4.33) 15(4.64) 13(4.02)

VAR B AR B 1S PR N R A (%) B A
87 e 0 BEL O 2k T 41 5 BEL O A 2 401 18] 126A(52 = 0..00, P =1.000) ,
1265-1(y* =0.10,P = 0.748) ,1265-2(y* = 0.17, P = 0.683) . 145R
(¥*=0.00,P =1.000)

W
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