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Correlation between the variation of DNA topoismerase [V and the resistance to quinolone of Mycoplasma hominis "
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Abstract: Objective To understand the drug-resistant mechanisms of Mycoplasma hominis(Mh) against quinolone. Methods
10 strains of Mh,isolated from urinary tract secretions,were detected for the gene sequence of DNA topoismerase [\ by using PCR
and the amino acid residues were analyzed. The gene sequence of clinical trains were compared with standard strain of ATCC23114
and wild strain PG21. The correlation between the variation of amino acid residues, encoded by the conservative region of topois-
merase [V gene,and the resistance to quinolone was analyzed. Results Compared with PG21,among the 8 clinical strains, resistant
to Ofloxacin and Levofloxacin,6 strains were positive with K134R,1 strain was positive with S80I and 1 strain was positive with the
two kinds of variation.according to amino acid sequence encoded by parC gene,and 1 strain was positive with D426N and 1 strain
was positive with R447K,according to amino acid sequence encoded by parE gene. No variation of amino acid residue, encoded by
parC and parE genes,was detected in clinical strains, sensitive to Ofloxacin and Levofloxacin,and ATCC23114. Conclusion The
resistance to Ofloxacin and Lveofloxacin of clinically isolated strains of Mh might be related the variation of K134R encode by parC
gene,
quinolones; drug resistance
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