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[Abstract] Group B streptococcus (GBS) is one of the severe pathogenic bacteria during the
perinatal period, both on pregnant women and newborns. GBS infection may lead to pneumonia,
septicemia, meningitis or other severe disease, even death in neonates. Although only 1%-2%
infections will develop into GBS disease among the neonates, the etiological mechanism of which is
worth researching. This review summarizes the possible factors related to GBS infection or occurrence
of the disease, including the risk in gestation period (for example, colonization of GBS on vagina of
pregnant women, preterm birth or premature rupture of fetal membranes and so on), related pathogens
(bacteria strains, loads or virulence), immune level (inflammatory factor or neutralizing anticytokine
auto-Abs), gene defect or primary immunodeficiencies of the hosts.
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