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Analysis of nosocomial infections caused by Acinetobacter bamnannii and related drug resistance
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Abstract : Objective  To study the distribution of nosocomial infections caused by Acinetobacter bamnannii and related drug re-
sistance. Acnetobacter bannii. Methods Distribution, resistant enzyme and drug resistance of 89 strains of Acinetobacter bamnannii
isolated from 2012 to 2014 were retrospectively analyzed. Results Most of Acinetobacter bamnannii strains were isolated {from spu-
tum samples (74, 2%) and Department of Respiratory (38.2%). There were 58 strains producing resistant enzyme,accounting for
65.17% »including 27 (46.55%) strains producing extended spectrum @ lactamases,24 (41.37%) strains producing cephalospori-
nase,4 (6.89%) strains producing metalloenzyme and 3 (5.17%) strains producing superspectrum B-lactamase. Most strains, pro-
ducing resistant enzyme, were resistant to -lactam antimicrobials,and those,not producing resistant enzyme, were sensitive to the

third generation of cephalosporins. Conclusion Producing -lactamase could be main reason causing Acinetobacter bamnannii resist-

ant to f-lactam antimicrobials. Drugs should be reasonably chosen to control the generation and prevalence of multidrug resistant

strains.
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