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[Abstract] Objective To investigate and analyze the efficacy and prognosis of first-generation tyrosine kinase
inhibitors (TKI) targeted therapy in advanced non-small cell lung cancer (NSCLC) patients with different epidermal
The clinical data of 100 patients with advanced NSCLC treated in
the People’ s Hospital of Anyang City from January 2019 to January 2022 were retrospectively analyzed, and peripheral
blood were collected to detect EGFR mutations in circulating tumor DNA (ctDNA). Among the 100 patients, 45 showed
high expression of EGFR (high-expression group), and 55 showed low expression (low-expression group). The two

growth factor receptor (EGFR) mutations. Methods

groups of patients were all treated with Icotinib, continuously for 1 month. The clinical efficacy at 1 month after treat-
ment was compared between the two groups, and the progression-free survival, overall survival, and survival rates at 1
and 2 years of follow-up were compared between the two groups, as well as the incidence of adverse reactions during
treatment. Results  After treatment, the clinical efficacy in the high-expression group was 55.56%, which was signifi-
cantly higher than 34.55% in the low-expression group (P<0.05). The progression-free survival, overall survival, and the
1=, 2—year survival rate in the high-expression group were (11.10+1.40) months, (20.33+2.61) months, and 77.78%,
37.78%, which were significantly higher than (5.03+1.18) months, (10.57+1.30) months, and 54.55%, 20.00% in the
low-expression group (P<0.05). During the treatment period, the total incidence of adverse reactions in the high-expres-
sion group and the low-expression group was 73.33% and 72.73%, with no statistically significant differences between
the two groups (P>0.05). Conclusion For NSCLC patients with high EGFR expression, the first-generation TKI drug
Icotinib has a significant effect, which can improve the prognosis of patients and is worth promoting.
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