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Abstract

The mortality rate related to lung cancer is increasing year by year. At present, the targeted drug EGFR-tyrosine kinase inhibitor
(TKI) has been recommended by authoritative guidelines at home and abroad as the first-line treatment drug for patients with EGFR
sensitive mutation non-small cell lung cancer, which has significantly improved the survival of lung cancer patients. Nonetheless,
primary or acquired resistance leads to treatment discontinuation and disease progression. TP53 mutation is the most common
mutation in NSCLC. Previous studies have confirmed the role of TP53 mutation in targeted therapy response. This paper reviews
the role and possible mechanisms of TP53 mutation in primary and acquired EGFR-TKI resistance, its role in predicting EGFR-
TKI targeted therapy response, and recent research progress in the treatment of EGFR-TP53 co mutated non-small cell lung cancer
patients.
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