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Correlation between EGFR C797S mutation and osimertinib resistance
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[Abstract] The epidermal growth factor receptor (EGFR) C797S mutation has been proved to be one of
the most common mechanisms of resistance to osimertinib, which is manifested as simple C797S mutation,
C797S/T790M cis mutation and C797S/T790M trans mutation. At present, there have been many strategies to
overcome osimertinib resistance related to EGFR C797S mutation, which have achieved good efficacy in con-
tinuous exploration. Simple C797S mutation can be treated with first-generation epidermal growth factor re-
ceptor tyrosine kinase inhibitor (EGFR-TKI) ,C797S/T790M cis mutation can be treated with the scheme of
brigatinib combined with cetuximab, and C797S/T790M trans mutation can be treated with first-generation
EGFR-TKI combined with third-generation drug. In addition, the immunotherapy also become a selection for
this kind of patients.
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