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Introduction

Tyrosine kinase inhibitors (TKI) targeting sensitive EGFR mutations
(EGFRm) have been effective in treating non-small cell lung cancers (NSCLCs).

While improved clinical courses are seen in most patients, resistance to first and

second generation TKls have been reported widely. Most of them are associated MET alterations are common in Osimertinib resistant patients Majority of MET alterations are acquired

with acquired EGFR T790M mutation, or concurrent alterations of other tumor MET status were compared before and after osimertinib treatment in 7 studies. Majority
driver genes. of the MET alterations identified in post-treatment specimens are acquired (Table 2).

MET status were assessed by direct sampling of the tumor, or serum tests. Alterations of MET are
commonly seen following development of osimertinib resistance. Majority of these MET alterations

Osimertinib is a third generation TKI that selectively inhibits both EGFRm are amplification. Rates of MET alterations shows great variation among studies, ranging from 0-43%

and T790M. Its use has been approved for lung cancers with EGFRm, and those

orogressing on first and second generation TKIs with T790M. Resistance to (Table 1). Table 2. Incidences of acquired MET alterations in patients after
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