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[ Abstract]

aac (6’ )-Ib-cr in extended-spectrum [-lactamase producing Klebsiella pneumoniae isolated from our

JIANG Mei-jie, LI

Objective To investigate the prevalence of plasmid mediated quinolone resistance gene

hospital, thus to guide the infection prevention and rational application of antibiotics in clinical practice.
Methods Total of 57 clinical isolates of extended-spectrum B-lactamase producing Klebsiella pneumoniae
were collected from July 2007 to December 2008. Aac (6’ )-lb-cr gene was detected by PCR and the
positive strains were then sequenced. As the receptor bacteria, Escherichia coli J53 received zygote from aac
(6’ ) -Tb-cr-positive bacteria by conjugation experiment and drug sensitivity was done by E-test. Results

12 (21.1% ) were (6’ )-Ib-cr positive. Among the aac
conjugation experiment was successful in 6 stains, and MIC of
Compared MIC

values of zygote with receptor bacteria, drug resistance of ciprofloxacin and levofloxacin increased by 63 times

Among the 57 strains of Klebsiella pneumoniae,
(6’ ) -Tb-cr-positive Klebsiella pneumoniae ,
ciprofloxacin and levofloxacin to zygote were 0. 25 pg/ml and 0.5 pg/ml, respectively.

and 17 times, respectively. Conclusions Presence rate of plasmid-mediated quinolone resistance gene aac
(6’ ) -Tb-cr in Klebsiella pneumoniae is rather high in our hospital , and detection of quinolone resistance gene
should be strengthened to prevent outbreak of aac (6’ )-Ib-cr producing stains infection.
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