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Abstract: Objective

Acinetobacter baumannii( MDRAB) in the hospital. Methods

genes of these isolates including AAC(3)-la, AAC (3)-Ila, AAC (6)-Th,and AAC (6)-Ib were detected by PCR. Results

To understand the molecular epidemiology of aminoglycoside resistance gene in multidrug-resisitance

22 MDRAB isolates were collected, and aminoglycoside resistance

AAC

(6)-1b gene were positive in all MDRAB isolate s(100%),and AAC(3)-Ia gene were positive in 19 MDRAB isolates (86. 3%).

Conclusion
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MDRARB highly resistance rate to aminoglycoside antibiotic is related to the AAC (6)-1Ib and AAC(3)-Ia gene.
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