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Abstract Pseudomonas aeruginosa has strong intrinsic antibiotic drug resistance and the ability to
acquire further resistance mechanisms to multiple antibiotics. Therefore, for patients with Pseudomonas
aeruginosa infection, the emergence of multidrug-resistant Pseudomonas aeruginosa often means that the
efficacy of antibiotics has deteriorated or even completely ineffective. The development of new antibiotics

takes a long time and is costly. Therefore, looking for new antibacterial drugs to replace antibiotics, finding
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new drug carriers, and new treatment methods to increase the activity of antibacterial drugs against multi-
drug resistant Pseudomonas aeruginosa infection treatment is of great significance. In this paper, some
basic laboratory and clinical studies about using organic acids, antimicrobial peptides, nanoparticles,
bacteriophages, hydrogels, bacterias in the treatment of Pseudomonas aeruginosa infection were reviewed
and summarized to provide a reference for the treatment of multi-antibiotics resistant Pseudomonas
aeruginosa infection.

Keywords Pseudomonas aeruginosa infection; multi-antibiotics resistance; antibacterial drugs; antibacterial
drug carriers; treatments
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Fig.1 Lectin-functionalized composite hydrogels for “capture-and-killing” of carbapenem-resistant

Pseudomonas aeruginosa
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Fig.2 (a) Schematic of engineered bacteria gene circuit and antibacterial effect of Saeidi et al."; (b) Schematic of

engineered bacteria gene circuit and antibacterial effect of Hwang et al,'
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