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Research progress in cancer in pazopanib
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General Hospital, Tianjin Lung Cancer Institute, Tianjin Key Laboratory of Lung Cancer Metastasis and Tumor
Microenvironment, Tianjin, 300052, China

[Abstract] Angiogenesis is a process of growth and metastasis of tumor, indispensable, pazopanib is a vascular
endothelial growth factor receptor inhibitor, through the inhibition of blood supply to the tumor angiogenesis and
tumor suppression. It is found that Pazopanib can inhibit tumor by regulating Raf-MAPK/ERK (MEK) -ERK
pathway, and also can be directly acting on the B-raf gene of mouse sarcoma virus oncogene. Pazopanib can inhibit
the proliferation of DU-145 and HRC-45 cells in liver cancer. Pazopanib has been proved to be suitable for the
treatment of renal cell carcinoma, soft tissue sarcoma, epithelial ovarian cancer, and non small cell lung cancer
and some malignant hematological diseases. In this article, the clinical research of Pazopanib is summarized and
reviewed, which provides reference for further clinical research.
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