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The drug resistance of Acinetobacter baumannii and the related research with | whole box
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Abstract: Objective  To learn the prevelance of Acinetobacter baumannii and its drug resistance related with [ class integron.
Methods 22 kinds of antibiotics commonly used in our hospital were used to detect the sensitivity of the clinically separated Acineto-
bacter baumannii. Methods PCR was used to detect | class integron enzyme gene of Acinetobacter baumannii, and then parts of
variable region of | class integron enzyme gene were amplified and analyzed for gene sequence. Results The drug resistance of
Acinetobacter baumannii phenomenon was very serious, which was multiple drug resistance. The resistance rate of Acinetobacter
baumannii to CPZ/SB was 1. 2%. And the resistance rates to tigecycline,ofloxacin,imipenem,biapenem,and amikacin were 15. 4%
—69.5% ,but the resistance rates to other antibiotics were above 71%. There were 72 of 102 strains including | class integron
(positive rate was 70. 2% ). The resistance of strains with | class integron was stronger than that of the strains without. The varia-
ble area of | class integron produced the same enzyme bands when analyzed with double enzyme.suggesting the Acinetobacter bau-
mannii was homologous. The gene sequence analysis of | class integron showed that the | class integron of the Acinetobacter bau-
mannii carried kinds of resistant genes such as aacA4,catB8 and aadA13. Conclusion From 2010 to 2013, the Acinetobacter bau-
mannii in our hospital is highly resistant to cephalosporins, broad-spectrum penicillin, aminoglycosides and fluoroquinolones and is
severely multiple drug resistant. So the antimicrobial drugs for the treatment of infections caused by Acinetobacter baumannii are
limited. | class integron is closely related to the multiple drug resistance of Acinetobacter baumannii.
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