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[Abstract] Objective This study aimed to explore the relationship between maternal HBV infectious
status and pregnancy outcomes in Kunming pregnant women over the past 10 years. Method A retrospec-
tive cohort study was conducted on 20 854 consecutive pregnant women who delivered in the 1st Affiliated
Hospital of Kunming Medical University from June 2002 to April 2011. HBYV infectious status and preg-
nant outcomes were analyzed among these pregnant women. Results Of the 18 482 pregnant women who
had the results of hepatitis B serological determination during the study period, a total of 770(4. 17 %)
women had HBV infection. Among 770 women, 529 (68. 70%) completed HBV DNA quantitation and
189(25.55%) were positive. The HBV infection and HBV DNA positive cohort had a significantly higher
incidence of GDM compared with the HBsAg negative cohort (15.87% vs 10.70% , P<<0.05), and preg-
nancy induced hypertension had significantly higher incidence for the women of HBV infection and HBV
DNA positive cohort when compared with the HBV infection and HBV DNA negative cohort (7.41% vs
2.95%, P<<0.05) and the HBsAg negative cohort (7.41% vs 3.81%, P<C0.05). In addition, the HBV
infection cohort had higher incidence of ICP and AFLP compared with the HBsAg negative cohort (1. 95%
vs 0.78% , P<C0.05). Gestational age at delivery, neonatal birth weight, incidence of neonatal asphyxia
and postpartum hemorrhage had no significant difference between the HBV infection cohort and the

HBsAg negative cohort. Conclusions Maternal HBV infectious status is associated with the prevalence of
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GDM, pregnancy induced hypertention, ICP and AFLP.

[Key words] HBYV infection; pregnancy outcomes
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