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Abstract: Objective To investigate the quinolone resistance of group B Streptococcus (GBS) ,and the re-
lationship between the mutation site of the resistant strains and the serological types. Methods A total of 120
non-repetitive strains isolated from clinical specimens of infants diagnosed with GBS infection in the center
from January 2014 to December 2019 were selected as the research objects. A drug sensitivity test was conduc-
ted on the GBS included in the study. The quinolone resistance-determining regions (QRDRs)’ target genes
GyrA and ParC of quinolone-resistant strains were amplified by PCR,and the serological type of the above-
mentioned strains was detected by latex agglutination, and the relationship between mutations at different
sites and serological type was analyzed. Results From 2014 to 2019,a total of 120 GBS clinical isolates from
infants were collected, of which 14 were quinolone-resistant strains, and the quinolone-resistant rate was
11.7%. Among them,100% of the 11 quinolone-resistant strains used in the follow-up experiment had GyrA
mutations, which made the 81-position serine change to leucine,and the 219-position alanine change to proline
or valine. Only one strain showed both ParC and GyrA sense mutations. A total of 2 serotypes were detected,
type Il (90.9%) and type 1 b (9.1%). Conclusion From 2014 to 2019, quinolone-resistant GBS clinical iso-
lates from the center were dominated by GyrA resistance mutations, which made changes in amino acids at po-
sitions 81 and (or) 219,and the major serological type was type [Il.
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