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Abstract; With the development of second-generation gene detection technology,it has been found
that multiple somatic gene mutations are associated with poorer prognosis than single gene muta-
tions. Among multiple gene mutations,the mutations of tumor suppressor gene TP53 are the most
common. But TP53 has not been considered as a therapeutic target for anti-cancer drugs and its
prognostic value for cancer has been controversial. In this review,we summarize the impact of co-
mutated TP53 and EGFR genes on the treatment and prognosis of non-small cell lung cancer(NSCLC),
which may provide new ideas for the targeted therapy and prognosis of patients with NSCLC.
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