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[ Abstract ] Lung cancer is the common lethal disease with the highest morbidity and mortality worldwide. Non-
small cell lung cancer (NSCLC) is the most common histological type of lung cancer. Recently, the advances in the molecular
biology have transformed our view of NSCLC from histopathological descriptions to precise molecular and genetic identities
that can be resolved to single-cell level. Epidermal growth factor receptor (EGFR) and anaplastic lymphoma kinase (ALK) are
the most crucial tumor driver genes in NSCLC. Their tyrosine kinase inhibitors (TKIs) can significantly improve survival of
these patients, who have these driver genes’ mutation. Unfortunately, drug resistance would inevitably occur after almost all of
initial targeted therapy. The resistance mechanism and corresponding methods on EGFR-TKIs have been reviewed elsewhere
and will not be discussed. We will focus on the mechanism of first generation ALK TKI (crizotinib) resistance in patients with
ALK positive NSCLC. Likewise, we will also discuss the current therapies for ALK positive NSCLC patients after crizotinib
resistance.
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5360 % A A LI DX 24 58 A8 /2 B AR A4
2.2 BREHAWEYT FSCERR], AL ALKRTZG R AR £
FEILAAE S SR BB B S . DRI, 1 FH ALK i 570 AL
AR i SNz 11K | N ST = =T & eyl L S =S T ]

HRERERERERE
www.lungca.org



© 72 o ] il 2 520 1S 4E2 T SR 18 45 45 2 i

Chin J Lung Cancer, February 2015, Vol.18, No.2

R RS 28
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