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Abstract:Objective To study genotyping and molecular epidemiology distribution of GBS pathogenic strains of GBS positive
pregnant women in Guangzhou, for GBS pathogenic strains of rapid molecular diagnosis and epidemiological surveillance pro-
vide certain theoretical basis and method. Methods In the Guangzhou area,used multi stage stratified sampling method col-
lecting GBS positive pregnant women’s reproductive tract specimens from January to December 2015, drug sensitivity quality
control standard strains: Streptococcus pneumoniae (ATCC49619) and Staphylococcus aureus (ATCC25923) . took culture
of bacterial, strain,identification, DNA extraction, PCR, gene detection method, through the relevant software for data analy-
sis,analyzed GBS strains of gene and molecular epidemiology. Results In the study.collected 2 812 samples of secretions,af-
ter identification of strains isolated from 178 strains of pathogenic GBS strains, the detection rate was 6. 33%. GBS patho-
genic strains to linezolid vancomycin, penicillin, nitrfurantion and other antimicrobial drug resistance rate was 0, GBS parho-
genic strains to ampicillin, ciprfloxacin moxifloxacin and levofloxacintesistant parts, the restance rates were 1. 1% ,16. 9%,
18.0% and 22. 5% ., but GBS pathogenic strains to erythromycin, clindamycin tetracydine antibiotics showed a high resistance
rate, the resistance rates were 50. 6% ,47. 8% (of which 20 cases of erythromycin induced clindamycin resistance accouted for
23.5%) and 73.0%. Among them,65 strains of GBS detected the mreA gene,56 strains of GBS detected the ermB gene, 36
strains of GBS detected the mefA gene,28 strains of GBS detected the mefE gene,5 strains of GBS detected the ermA gene,
ermC gene was not detected in the gene. Among them, carried five multidrug resistance gene of 3 strains (1.69%) and 4
kinds of resistant gene carried with 15 strains (8. 43%) . carried three resistance genes of 19 strains (10.67%) .2 kinds of
resistant gene carrying a 25 strains (14.04%) , carried the resistance gene of 5 strains (2. 81%),did not carry resistance

gene of 1 strain (0. 56 %). The nucleotide sequences of the five drug resistance genes were 100% ,and no gene mutation oc-
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curred. Conclusion The main GBS disease resistant gene was mreA, ermA, ermB, mrfA, mefE and its nucleotide sequence

homology was 100%. The clinical need to strengthen the detection of resistant gene and molecular level and guide clinical

more scientific and rational drug use.
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