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EGFR MUTATION
SCREENING
IN LUNG CANCERS

Department of Molecular Biology

NSCLC AND EGFR
Lung cancer is the leading cause of  with these mutations respond to TKI treatment. Agents such as gefitinib and
cancer-related deaths in the world. Non- erlotinib, which prevent ATP binding to EGFR kinase, do not appear to have

small cell lung cancer (NSCLC) represents  any meaningful inhibitor activity on tumors that demonstrate the presence of
70% to 85% of all lung cancer diagnosed.  the specific drug-resistant EGFR mutation T790M. Therefore, current data
Small molecular agents that target the  suggest that the efficacy of EGFR-targeted therapies in NSCLC is confined to
tyrosine kinase domain of the epidermal patients with tumors demonstrating the presence of EGFR- activating muta-
growth factor receptor (EGFR) protein are  tions such as L858R, L861Q, G719A/S/C, S768l or small deletions within
approved for the treatment of locally exon 19 and the absence of the drug-resistant mutation T790M. As a result,
advanced or metastatic NSCLC as a  the mutation status of EGFR can be a useful marker by which patients are
second- or third-line regimen. Subse- selected for EGFR-targeted therapy.
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EGFR, when activated, plays a role in FrslLC T
cellular tumor growth and proliferation sy | A0 7% e
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up to 20% of NSCLC tumors harbor the priiaied
EGFR mutation, and that ~85% of patients L)
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