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[Abstract] Objective

etobacer baumannii in our hospital, for the guidence of the clinical application of antibiotics reasonably. Methods

To investigate the distribution and antimicrobial resistance of infections caused by Acin-

Retrospective analysis of the drug resistance situation and specimen distribution was made to the A. baumannii isola-
ted from our hospital in the recent 2 years. Results Totally 791 strains of A. baumannii were isolated from Jan. 2008
to Nov. 2009 ,and the percentages of these strains isolated from sputum and secretions, were 60, 81% and 11.76% ,
respectively; 791 strains of A. baumannii were distributed in many wards, which was more sensitive to Ceperazone/
Sul, Minocycline and Imipenem. Conclusion ~A. baumannii will mainly causes infections of respiratory tract in clinic.

A. bauma-nnii is multidrug resistant and severely resistant to ampicillin, nitrofurantoin and cepho-losporins. cepera-

zone/sul and imipenem remains to be the first choice in treating the severe infection caused by A. baumannii.
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