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Erbitux ) & HAZEKEEEPTHER S ( human-
murine chimeric ) BYEEMGTHE - F KA TGF- @
B EGF 55| EGFR - B/ 8 B H Cetuximab /Il
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Chemotherapy or radiotherapy is the mainstay of management for advanced non-small cell lung cancer.
However, the treatment induces toxicity often affecting the patient's quality of life. The new developing targeted
therapies are designed to interfere with specific molecules involved in oncogenesis. Epidermal growth factor re-
ceptor tyrosine kinase inhibitor is the first drug of targeted therapy approved for patients with advanced or metastat-
ic non-small cell lung cancer after failure of at least one prior chemotherapy. The common side effects include
skin rash and diarrhea. Interstitial pneumonitis has been reported and might lead to mortality. The response rates
are higher in Asian populations, women, adenocarcinoma, never smokers and EGFR mutations. Epidermal growth
factor receptor monoclonal antibody has been shown survival benefit in advanced NSCLC during phase Il trials
but lacks of large randomized phase Il studies. Vascular endothelial growth factor monoclonal antibody com-
bined with carboplatin and paclitaxel in the treatment of naive advanced NSCLC has significant survival benefit
and response rate but increases the risk of pulmonary hemorrhage, especially in squamous cell carcinoma of

lung. (J Intern Med Taiwan 2008; 19: 8- 13)



