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Abstract ; On March 22,2017 ,CFDA approved Osimertinib which is a epidermal growth factor receptor tyrosine kinase inhibitor( EGFR-
TKI) to treat EGFR T790M gene mutation positive of locally advanced or metastatic non-small-cell lung cancer (NSCLC) . Osimertinib
is a third-generation EGFR-TKI with highly effective treatment and few side effects, especially suitable for the first and the second gen-
eration of EGFR-TKI resistance or patients with brain metastases. Compared with platinum-based duplex chemical therapy, the median
duration of progression-free survival ( PFS) of Osimertinib extend for 5.7 months and its disease progression risk reduce to 70% . In this
paper, we review the Osimertinib of its mechanism of action, research history, pharmacodynamics , pharmacokinetics, side effects, resist-

ance mechanisms in order to provide reference for clinical application.
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