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Detection of Group B Streptococcus Colonization and the Effect on Maternal — neonatal Outcomes. Zheng Jiangiong, Chen Haiying,
Chen Jingjing , et al. Department of Gynecology , Wenzhou People's Hospital , Zhejiang 325000, China

Abstract Objective To study the influences of group B streptococcus ( GBS) colonization in late pregnancies on pregnant out-
comes. Methods A total of 907 pregnant women who received antenatal care and delivered in “ Wenzhou People’s Hospital” from June 1,
2015 to Nov 1, 2016 were enrolled in this study. Secretions from the lower third of the vagina and perianal area in the pregnant women at
35 —37 weeks of gestation and tested for GBS colonization. Detection rate of the PCR DNA test was compared, and the relationship be-
tween GBS colonization and Premature rupture of membranes (PROM) ,maternal age. The statistical analysis methods included two inde-
pendent samples t —test, Chi — square test and Logistic regression analysis. Results The detection rate of PCR DNA test was 12. 68%
(115/792). Compared with the pregnant women non — colonized with GBS, the rate of PROM (26.56% vs 16.41% ), chorioamnionitis
(34.78% vs2.02% ), neonatal sepsis(5.21% vs 0.25% ) and neonatal pneumonia(10.43% vs 1.01% ) were higher in the pregnant
women colonized with GBS (P <0.01). Compared with the pregnant women non — colonized with GBS, the rate of fetal distress (5.21%
vs 2.52% ) and neonatal jaundice(8.69% vs 8.33% ) were higher in the pregnant women colonized with GBS (P <0. 05). Logistic re-
gression analysis showed that GBS colonization was a risk factor of PROM (OR =2.16,95% CI:1.38 -3.36,P <0.05). The detection
rate in pregnant women with age =35 years was 15.62% (10/64) and in pregnant women with age <35 years was 12.46% (105/843),
respectively. No statistically significant differences were found between them. Conclusion GBS colonization in the pregnant women at

35 - 37 weeks of gestation was a risk factor of PROM and was associated with adverse pregnant outcomes. Advanced age has no correlation

with GBS colonization. In a conclusion, it is necessary to adopt routine screening test for GBS colonization at 35 — 37 weeks of gestation.

Key words Group B streptococcus; Polymerase chain reaction; Maternal — neonatal outcomes
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