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Effect of bacterial efflux pump system on biofilm resistance

Wang Qing-hui and Ling Bao-dong
( Sichuan Province College Key Laboratory of Structure-Specific Small Molecule Drugs, Chengdu Medical College, Chengdu 610500)

Abstract The formation of bacterial biofilms makes it difficult for traditional antibacterial drugs to effectively
remove them, which in turn leads to the recurrence of serious infections and persistent infections. It is yet another new
global challenge facing humanity. The accumulation of nutrients and metabolic waste in the biofilm bacteria promotes
a significant increase in the expression of related genes in the active efflux system of the drug, and enables the efflux
pump to transport a variety of different types of compounds, resulting in multiple drug resistance phenotypes, which
is caused by bacterial resistance one of the main mechanisms; the expression of efflux pump genes plays an important
role in the growth of biofilm bacteria and the enhancement of drug resistance. In this paper, the factors affecting the
biofilm resistance, the active drug efflux system participating in the biofilm formation and its impact, and the effect of
the efflux pump inhibitor on the biofilm resistance are several aspects of resistance to the bacterial drug active efflux
system in the biofilm. The role in the review is reviewed.
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