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ABSTRACT: The morbidity and mortality of lung cancer is currently the highest in all the malignant tumors. Because of its higher
specificity and milder side-effects, molecule target therapy in non-small cell lung cancer (NSCLC) is drawing concern at present. Recently
clinical studies have found that EML4-ALK fusion gene is another important molecular target of tyrosine kinase inhibitors in addition to
EGFR mutations and KRAS mutations. The fusion gene has higher morbidity in NSCLC patients who are young, never or light smoking
history, adenocarcinomas, without EGFR and KRAS mutation. Although patients who harbor this mutation do not benefit from EGFR
TKIs , they have shown good response to ALK inhibitor (for example: Crizotinib). Clinical trials about the drug have shown: the overall
response rate was 57% (with 46 confirmed partial responses and 1 confirmed complete response), and the estimated probability of
6-month progression-free survival was 72%, grade 1 or 2 mild gastrointestinal effects are the common side effects. Discovery of the gene
and the drug may bring new hope for the patients with NSCLC.
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