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Research Advances in the Mechanisms for Anti-tumor Effect of Pseudomonas Aeruginosa Injection
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ABSTRACT: Pseudomonas aeruginosa injection(PA-MSHA) is a kind of biologics agents for immunotherapy, which
demonstrates promising anti-tumor effects in both clinical and basic research. The mechanism of its anti-tumor effects include
regulating immunity, increasing the sensitivity of chemotherapy drug and reversing the drug resistance. This review focuses on

the research advances in the mechanisms for anti-tumor effect of PA-MSHA injection.
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