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Abstract: Lung cancer is one of the most common malignancies and remains the first leading
cause of cancer-related mortality worldwide,and approximately 85% of all lung cancer cases are
classified as non-small cell lung cancer (NSCLC),the prognosis of which is poor. Anaplastic lym-
phoma kinase (ALK) fusion gene is a driver gene that promotes the progression of lung cancer.
Approximately 2%~8% patients with NSCLC harbor ALK fusion gene,which is crucial to the oc-
currence and development of NSCLC. ALK fusion gene targeted therapy has become a frontier
treatment for NSCLC in recent years. The first,second and third-generation ALK-tyrosine kinase
inhibitors (ALK-TKIs) have robust efficacy in patients with ALK-positive NSCLC. Targeted treat-
ments have been shown to be potential to control the disease for long time ; however, it is still diffi-
cult to standardize the applications of ALK-TKIs,explore resistance mechanism and deal with ad-
verse events. This article reviews the recent research progress of these issues.

Key words: lung neoplasms ; ALK inhibitors ; resistance
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Figure 1 The mechanism of crizotinib in NSCLC
patients with EML4-ALK fusion protein
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