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Abstract: Objective To analyze the effect of active efflux system MexAB-OprM in the multi—drug resistance of Pseudomonas
aeruginosa(PA), and to study the relationship between expression of MexAB-OprM and mutation of mexR. Methods The active
efflux phenotype in the 13 strains of multi—drug resistant PA were screened by efflux inhibitors MC207,110. The levels of mexR
mRNA of 13 MDR strains and 7 standard susceptible strains were determined by real time PCR. The mexR gene in 6 strains of high

level MexAB-OprM was amplified and the gene sequence were analyzed. Results The active efflux phenotype was identified in 9

strains. MexAB-OprM was over expressed in 6 strains, in which there were 5 strains carrying mexR gene mutation. Conclusion

The high level expression of MexAB-OprM active efflux system played an important role in PA multi—drug resistance. The muta-

tion of mexR might be the main reason for the over expression of MexAB-OprM.
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