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Abstract: Objective To analyze the influence of hepatitis B virus( HBV) intrauterine transmission on neonates immune
functions through detecting T/B lymphocyte subsets levels in peripheral blood of HBsAg positive mothers delivered- neo-
nates. Methods A total of 220 HBsAg positive mothers delivered-neonates in department of gynecology and obstetrics of
the third people’s hospital of Taiyuan from January 2011 to December 2014 were selected as research objects. Enzyme
linked immunosorbent assay ( ELISA) was used to detect HBV serological markers in peripheral blood of HBsAg positive
mothers and neonates. Real-time fluorescence quantitative PCR was used to detect HBVDNA contents in peripheral blood of
HBsAg positive mothers and neonates. Flow cytometry (FCM) was used to detect T/B lymphocyte subsets levels in neonates

peripheral blood. The diagnostic criteria of neonate HBV intrauterine transmission was HBsAg-positive and/or HBVDNA >
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10* copies/ml in venous blood within 24 hours of birth. Results The incidence of HBV intrauterine transmission was
11.36% . There were no significant differences in relative counts of T-lymphocyte subsets (CD3 " ,CD4* ,CD8 ™ ) in periph-
eral blood[ (60.71 £13.64)% wvs (60.04 £15.06)% ,(43.37 £12.69)% wvs (43.77 £13.39)% ,(15.03 £6.32) %
vs(15.14 £6.14)% ],CD4* /CD8 " in peripheral blood [ (3.42 £1.66)% wvs (3.33 £1.71)% ] and relative count of
CD19" in B-lymphocytes in peripheral blood[ (6.64 £3.63)% vs (6.39 £3.99) % ]between groups of intrauterine trans-
mission newborns(n =25) and non intrauterine transmission newborns(n =195) (all P >0.05). According to HBVDNA
load in peripheral blood , the HBsAg-positive mothers delivered-neonates were divided into high load group( HBVDNA =10’
copies/ml) ,low load group( HBVDNA < 107 copies/ml) and negative group( HBVDNA < 10* copies/ml). With the increase
of HBVDNA load in peripheral blood of HBsAg-positive mothers delivered-neonates , the relative counts of CD3 " ,CD4 *,
CD8 " and the ratio of CD4*/CD8 " in neonates peripheral blood increased gradually,and the relative count of CD19 " in
neonates peripheral blood decreased gradually. The relative counts of CD3 " ,CD4 ¥ in HBsAg positive mothers delivered-ne-
onates of high load group were significantly higher than those low load group and negative group(all P <0.05). There were
no significant differences in relative count of CD8 *,CD19 * and the ratio of CD4*/CD8 " among HBsAg positive mothers
delivered-neonates of high-,low-load group and negative group(all P >0.05). Conclusions With the increase of HBVD-
NA load,the proportion of T-lymphocyte subsets(CD3 " ,CD4 " ) in neonate peripheral blood increased ,namely , the cell im-
mune function of neonate is in active state ,and autoimmune reaction is easy to occur. The corresponding measures should be

taken to prevent occurrence of autoimmune diseases.

Key words: Hepatitis B virus; Enzyme linked immunosorbent assay; Mother-to-fetus transmission; T-lymphocyte sub-

sets; B-lymphocyte subsets
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