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[ Abstract] Renal cell carcinoma( RCC) is the second malignant tumors in the department of urology. The
treatment of advanced RCC is limited, because it is not sensitive to radiotherapy and chemotherapy. Recently, targe-
ted therapy has brought hope for the patients with RCC. Tumor targeted therapy mainly inhibits tumor angiogenesis
and tumor cell proliferation. Tumor angiogenesis is influenced by many factors, and is regulated by many factors, like
vascular endothelial growth factor( VEGF). Angiopoietin-2 ( Ang-2) has been shown to be a key regulator factor of an-
giogenesis. Clinical studies have confirmed that blocking VEGF has become an effective way to treat RCC. VEGF and
Ang-2 have a synergistic effect on the regulation of angiogenesis. With the developments of these studies, Ang-2 can
not only be used as a target for RCC treatment, but also be combined with VEGF in the treatment of RCC. The re-
search progress of Ang-2 and VEGF in the treatment of RCC is reviewed in this paper.
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