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Abstract: The epidermal growth factor receptor-tyrosine kinase inhibitors (EGFR-TKI) have been
available on the market for nearly twenty years. The first generation EGFR-TKI made a significant
contribution by increasing objective response rate (ORR) and prolonging progression free survival
(PFS) in patients with EGFR mutation-positive non-small cell lung cancer. The second generation
EGFR-TKI surprisedly extended the overall survival (OS). The third generation EGFR-TKI over-
came the resistance to the first and the second generation EGFR-TKI. And its first-line PFS will be
likely to break the existing treatment patterns. The fourth generation EGFR-TKI is being developed
to overcome the resistant to third generation and the clinical trails will be extended to postopera-
tive adjuvant therapy. The further development of EGFR-TKIs is expected.
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