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Abstract: Tumor angiogenesis is an important step in the process of tumor growth, for it can provide oxygen and nutrients
for tumor cells, and is also related to the metastatic ability of tumor cells. At present, anti—angiogenesis is regarded as an
important target for cancer therapy. Protease—activated receptor (PAR) is a member of G—protein coupled receptor family. It
has been proved to be an oncogene and highly expressed in a variety of tumor cells. Studies have found that PARs can induce
the expression of vascular endothelial growth factor (VEGF) through thrombin activation, which is involved in the process of
tumor angiogenesis. Therefore, PARs can be used as a drug target for anti—tumor angiogenesis. This paper mainly introduces
the activation mechanism of PARs and its role in tumor angiogenesis, and summarizes the research progress in the structure
and pharmacological activity of anti—tumor drugs targeting PARs to inhibit tumor angiogenesis in recent years.
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