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EGFR-targeted agents in cancer therapy
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Abstract: Epidermal growth factor receptor (EGFR, ErbB) family plays important roles in human cancers. Over—
expression or aberrant activation of EGFR receptors occurs in many solid tumors. Drugs targeting EGFR recep—
tors have already been successfully implicated inclinic and all belong to two categories: monoclonal antibodies

and tyrosine kinase inhibitors (TKIs). Monoclonal antibodies combine with the extracellular region and TKIs

inhibit the intracellular kinase activation with ATP competitive or uncompetitive way.
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