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[ Abstract] Objective: To investigate the relationship between Hepatitis B virus surface antigen posi-
tive mothers’s HBV-DNA content level and HBV infection in Newborn. Methods: Maternal venous
blood was collected 24 hours before delivery, and neonatal umbilical cord blood was collected under
sterile condition at the time of delivery. Then, immunofluorescence method was adopted to detect five
indexes of hepatitis B virus by time differences; real-time fluorescence quantitative PCR method was
used to detect the content of serum HBV-DNA. Recording number of puerpera and umbilical cord
blood newborn of HBeAg + group and HBeAg- group, calculating maternal infectious rate of HBV in
HBeAg + mothers; recording number of puerpera and umbilical cord blood newborn of HBeAg + group
in HBV-DNA low-level group, HBV-DNA medium level group and HBV-DNA high level group in or-
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der to compare maternal HBV transmission rate in three groups. Results: 67 HBsAg positive mothers,

24 cases of HBsAg positive in newborns, the rate of maternal transmission is 35. 82% . HBsAg positive

puerpera transmission rate(54.29% )is higher than HBsAg negative puerpera(15.639% ), difference

is statistically significant( P <0. 01 ,y*> =10.87) ; HBsAg positive puerpera transmission rate in various

levels of HBV-DNA copy numbers from high to low is high level group, medium level group and low

level group, comparison of any two groups are statistically significant( P <0.05). Conclusions: Ma-

ternal HBV infection can cause maternal vertical transmission, HBsAg positive and high serum HBV-

DNA content maternal HBV transmission rate is high.

[ Key words ] hepatitis B virus; hepatitis B surface antigen ; hepatitis B e antigen ; maternal and infant

transmission ; maternal ; newborn; hepatitis B virus DNA
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