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[ Abstract]
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Molecular targeted therapy has been a promising treatment for colorectal cancer today, which includes anti-EGFR

(‘epithelial growth factor receptor) monoclonal antibody. How to select beneficial patients for this therapy, so as to avoid unnecessary

toxicity and invalid expense, is a hotspot of research. The object of the review is to introduce some biomarkers which may predict effi-

cacy of the anti-EGFR monoclonal antibody therapy.
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