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Distribution characteristics and genotype analysis of pathogenic bacteria in patients with Vulvovaginal candidiasis
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Objective To investigate the distribution characteristics and genotype analysis of pathogenic bacteria in pa-
tients with vulvovaginal candidiasis (VVC). Methods A total of 112 patients with VVC in our hospital from January
2011 to January 2016 were enrolled,including 60 cases of simple VVC and 52 cases of complex VVC. The vaginal secre-
tion of VVC patients was collected,and the pathogens of VVC patients were cultured,isolated and identified. The strains
identified as Candida albicans were genotyped by microsatellite genotyping technology. Results A total of 112 patho-
genic strains were isolated from 112 specimens,including 99 strains of Candida albicans (88.39%) and 13 strains of non-
Candida albicans (including 11 strains of Candida glabrata and 2 strains of Candida parapsilosis) ,accounting for 11. 61 %.
All 99 strains of Candida albicans were genotyped and a total of 25 genotypes were obtained. The major genotypes of Can-
dida albicans were 30-45,32-45 and 31-45,with the three accounting for 61.62%. A total of 60 pathogenic strains were i-
solated from the vaginal secretions of 60 patients with simple VVC,all of which were Candida albicans with a total of 19
genotypes; A total of 52 pathogenic strains were isolated from the vaginal secretions of 52 patients with complex VVC,39
of which were Candida albicans with a total of 16 genotypes. The predominant Candida albicans genotypes in patients with
complex VVC and simple VVC were 30-45,32-45 and 31-45. The 16-16.17-17 and 22-22 genotypes of Candida albicans
were all derived from simple VVC,suggesting that the three might be the dominant genes of simple VVC. A total of 16
strains of 99 Candida albicans were resistant to fluconazole,and 10 genotypes were found by analysis,among which the
strains located in 30-45 and 32-45 genotypes were the most. A total of 11 strains of Candida albicans were resistant to
voriconazole. Analysis of their genotypes showed that a total of 8 genotypes were obtained from 11 strains of drug-resist-

ant bacteria,among which 31-45 genotypes were the most.  Conclusion The main vaginal pathogens of VVC patients
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are Candida albicans,and the microsatellite gene analysis technology indicates that the main genotypes of Candida albicans

are 30-45,32-45 and 31-45,and the genotypes of Candida albicans resistant to fluconazole, voriconazole,as well as the com-

plex VVC Candida albicans genotypes are mainly distributed in the three main genotypes.
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Table 2 Genotype distribution ofCandida albicans

B e Rl B (o i (%)
Genotype No. ofstrain Percentage
30-45 32 32.32
32-45 16 16. 16
31-45 13 13.13
30-46 6 6.06
32-46 4 4.04
16-16 3 3.03
22-22 3 3.03
17-17 2 2.02
39-45 2 2.02
32-32 1 1.01
30-47 1 1.01
18-22 3 3.03
22-33 2 2.02
34-45 1 1.01
38-45 2 2.02
33-33 3 3.03
Fofl 5 5.05
41t Total 99 100. 00
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