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[ Abstract] Lung cancer continues to be the leading cause of cancer death worldwide, and non-
small cell lung cancer is the most common lung cancers. Despite many clinical trials of platinum-based
chemotherapy in combination with various drugs, the median survival of patients with non-small cell
lung cancer remains poor. The overall 5-year survival rate of the patients is approximately 15%, and
has improved only marginally in recent years. A recent milestone in this field has been the development
of molecular-targeting drugs, among which gefitinib and erlotinib targeting the epidermal growth factor

receptor (EGFR) have improved the efficacy for non-small cell lung cancer. Anti-angiogenetic drug,

- BIEHZ -

such as bevacizumab, has been used to treat non-small cell lung cancer.
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