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Effect of osimertinib on gefitinib induced T790M mutant type NSCLC in vitro
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Abstract: Objective To explore the effect of novel targeted drug osimertinib on activity of non-small cell lung cancer
(NSCLC) T790M mutant cell line in vitro to guide the clinical medication selection of NSCLC patients. Methods Human
lung adenocarcinoma cell line NCI-H1650 cells were cultured in vitro and acquired drug-resistant was produced by
induction of gefitinib, and thus the drug-resistant cell line NCI-H1650/GR was successfully built. Different concentrations of
gefitinib and osimertinib were used to kill drug-resistant cell lines in vitro. The inhibition rates on drug-resistant cell lines
and other indicators of two drugs were compared. Results  Polymerase chain reaction-high resolution melting analysis
(PCR-HRMA ) showed that the sensitive cell line NCI-H1650 cells were induced to T790M mutant drug-resistant cell line
NCI-H1650/GR cells by gefitinib. Thiazolyl blue tetrazolium bromide ( MTT ) assay showed that under different
concentrations of drugs,the inhibition rates of osimertinib on NCI-H1650/GR cells were significantly higher than those of
gefitinib,and the inhibition rates increased with the increase of drug concentration for both two drugs. At different time
points and different drug concentrations, the numbers of alive cells for osimertinib were significantly lower than those for
gefitinib. Conclusion  Osimertinib may be a good choice for NSCLC patients with T790M mutant and treatment failure of
tyrosine kinase inhibitors.
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