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Abstract: With the further understanding of tumor biology ,targeted therapy agents,such as beva-
cizumab and cetuximab have been developed for treatment of metastatic colorectal cancer. Beva-
cizumab is a humanized ,human-mouse chimeric IgG1 monoclonal antibody against VEGF-A. Tt is
the first anti-angiogenic agent approved by US FDA for the treatment of metastatic colorectal can-
cer in combination with chemotherapy. Dozens of randomized clinical trials have confirmed its ef-
fect in prolonging the overall survival of patients with metastatic colorectal cancer. This article re-
views the recent progress on application of bevacizmab in first-line treatment,second-line treat-
ment, maintenance treatment and adjuvant treatment for patients with advanced colorectal cancer.
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