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Advances in the study of drug resistance mechanism of Pseudomonas aeruginosa
DU Feng', TAN Wenbin®

China ;2. College of Medical Engineering ,Jining Medical University)

(1. College of Basic Medicine, Jining Medical University, Jining , Shandong 272067,

Pseudomonas aeruginosa is a common opportunistic pathogen that causes nosocomial infections, often in
immunocompromised patients,especially in ICU and respiratory patients. There are many kinds of effective antibiotics in
clinics, but in recent years,the drug resistance of Pseudomonas aeruginosa has been greatly increased due to the abuse of
antibiotics,and multi-drug resistant and extensively drug resistant strains often appear in clinics,it brings great difficulties
for the clinical treatment of patients. The mechanisms of drug resistance in Pseudomonas aeruginosa include decreased
permeability of outer membrane,over-expression of active efflux system, production of antibiotic-inactivating enzyme and
formation of biofilm,and the related resistance mechanisms mainly involved the outer membrane channel protein OPRD2

gene, the aminoglycoside modifying enzyme gene,the B-lactam coding gene,the 16S rRNA methylase gene and so on. In

this paper,the main resistance genes of Pseudomonas aeruginosa and their resistance mechanisms have been summarized

in order to provide a reference for the clinical management of drug resistance.
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