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Effects of adeABC gene expression on drug resistance of Acinetobacter baumannii
Wang Weiwei ,Wang Houzhao” . Zhang Ling
(Clinical Laboratory of Diagnostics ,the 174" Clinic College of Anhui Medical University , Xiamen,Fujian 361003 ,China)
Abstract : Objective To discuss adeABC gene expression in clinically separated Acinetobacter baumannii and its effects on drug

resistance of Acinetobacter baumannii. Methods E-test method was adopted to clinically separate Acinetobacter baumannii which
was subjected to drug resistance testing. Reverse transcriptase-polymerase chain reaction(RT-PCR) was used to detect expression
of adeABC gene. Results
piperacillin 97. 6 % , cefepime 60. 8% , cefotaxime 75. 2% , ceftazidime 75. 2% , ciprofloxacin 80. 0% , levofloxacin 79. 2% , amikacin

Drug resistance rates of Acinetobacter baumannii against different antibacterial agents were as follow:

60. 8% ,gentamicin 50. 4 % ,imipenem 35. 2% , polymyxin B 0. 0% , piperacillin/tazobactam 48. 8 %. Carrier rate of adeABC gene in
multidrug-resistant Acinetobacter baumannii was 95. 0% while those of regulatory gene adeR and adeS were 90% ,90% , respec-
tively. Carrier rate of adeB gene in sensitive strains was 58. 1% while those of regulatory gene adeR and adeS were 49. 5% ,50.
4% ,respectively. Conclusion Enhancement of adeABC gene expression is an important mechanism of drug resistance of Acineto-

bacter baumannii.
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