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Abstract

Gastric cancer is one of the most common diges-
tive system malignancies. Traditional chemora-
diotherapy has modest efficacy in the treatment
of gastric cancer. The epidermal growth factor
receptor (EGFR) signal transduction pathway
plays an important role in tumor proliferation,
angiogenesis, invasion, and migration. EGFR
inhibitors have been and are being developed to
treat gastric carcinoma. In this paper, we review
the role of EGFR inhibitors in the treatment of
gastric carcinoma.
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