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Abstract

Numerous studies have shown that anti-epi-
dermal growth factor receptor (EGFR) mono-
clonal antibodies are effective in the treatment
of colorectal cancer patients with the wild-type
k-ras gene. The k-ras gene encodes a G-protein
that functions downstream of EGFR signal-
ing. Since k-ras mutations result in abnormal
activation of the EGFR signaling pathway,
anti-EGFR monoclonal antibody treatment is
ineffective for patients with k-ras mutations.
Therefore, k-ras mutation analysis is very im-
portant for targeted therapy of patients with
colorectal cancer. This paper gives an over-
view of the recent advances in detection of
k-ras gene mutations and targeted therapy of
colorectal cancer.
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