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Abstract: The uPA-uPAR system is highly expressed in various tumor tissues. This system can promote
the degradation of extracellular matrix proteins, as well as combine with vitronectin and integrin to transmit
intracellular signal transduction. Subsequently, it mediates the occurrence and development of tumors. In
recent years, a series of therapeutic programs that target this system has achieved notable results in tumor
treatment, and some of them have been under the clinical trial stage, thus providing new ideas for tumor

targeted therapy. Therefore, this paper intends to provide a review of research progress on the gene therapy,
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drug therapy, and immunotherapy targeting uPA-uPAR system.
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