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[WE] B8 HiTHE R (Acinetobacter baumanii, Ab) 3 K BB WK 25 0L8 . K&
W& 2007 4 11 A ZE 2008 & 10 A £ E L4 21 FEBLB 19 T PEIRE B 4B B & H IR K 2698 f
HATHEIREE X Ab BB ETH AW, R AR S MR Ab 8RR WA EEHTY T
oo, SR 2698 R bRAIEITIEI R M 39 Bk Ab, SRRV EWEE R 61.54%, £ LRV B
2% 53.85%. 39 Bk Ab FH 30 ¥R (76.92%) R £ parC BHHEH R, 19 Bk (48.72%) K 4 gyrA HH %S,
15 BRFI R 4 parC ZEFl gyrA HERE, Fit Ab SEFHEBYRAVHEE S gyrA .parC £H
REH XK,

[X@A) MERHHFE, EHEE G gyrA ZH ;parC ZH

Analysis on the resistance mechanism of Acinetobacter baumanii to quinolones
DAI Ning', CHEN Ji—chao?, WANG Zhan-wei’, et al. 'Department of Respiratory and Critical Care Medicine,
Peking University People’s Hospital, Cadres ward, Beijing No. 6 Hospital, Beingjing 100007, China ?Depart-
ment of Respiratory Medicine, Peking University Aerospace College of Clinical Medicine, Beijing 100046, Chi-
na ‘Lab of Microorganism, Peking University People’s Hospital, Beijing 100044, China

[Abstract] Objective To explore the drug resistance mechanism of Acinetobacter baumanii (Ab) to
quinolones. Methods 2698 sputum specimens were collected during Nov. 2007 to Oct. 2008 from patients
with lower respiratory infection in 21 hospitals. All specimens were cultivated and the isolated Ab strains were
identified. Drug sensitivity assay of these strains were performed. Drug resistance genes of Ab were amplified by
PCR and the gene sequence were analyzed. Results 39 strains of Ab were identified from 2698 sputum speci-
mens. 61.54% of the bacteria were resistant to ciprofloxacin and 53.85% were resistant to levofloxacin. There
were 30 strains(76.92%) had parC gene mutation and 19 strains(48.72%) had gyrA gene mutation and 15 strains
both had parC gene and gyrA gene mutation. Conclusion The mechanism of Ab drug resistance to quinolones
are closely associated with parC and gyrA gene mutation.
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