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Use of irinotecan plus targeted drugs for the treatment of

advanced colorectal cancer
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[Abstract]

Irinotecan is an important chemotherapy medicine for the treatment of metastatic colorectal cancer. This

article reviewed the results of irinotecan in phase II, III clinical trials, which had been demonstrated the

benefit of irinotican treatment when in combination with cetuximab, bevacizumab, panitumumab in first

line to heavily pretreated colorectal cancer. However, poor results has been found in some trials when

irinotecan in combination with the tyrosine kinase inhibitors, sunitinib and other small molecules. So,

the relationship between the mechanism of molecular biology, clinical efficacy and drug toxicity of such

treatment need to be further investigated.
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