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[Abstract] Objective To detect the KRAS gene mutation in patients with non-small cell lung cancer
(NSCLC) and analyze the clinicopathological characteristics of NSCLC patients with different mutation states.
Methods A total of 453 patients with primary NSCLC diagnosed by histopathology who were treated in Weifang No. 2
People's Hospital from September 2018 to September 2020 with complete clinical data were selected as the research
objects. ADx—amplification refractory mutation system was used to detect the mutation status of KRAS gene in tissue
samples, and the clinicopathological features of patientswith different gene mutations were analyzed. Results There
were 50 cases with KRAS gene mutation in 453 patients with NSCLC, and the mutation rate was 11.04%. Among
NSCLC patients, the mutation rate of KRAS gene in male was higher than that in female [8.61% (39/453) vs. 2.43%
(11/453)], the mutation rate in patients with smoking history was higher than that in patients without smoking history
[7.28% (33/453) vs. 3.76% (17/453)], and the mutation rate in patients with adenocarcinoma was higher than that
in other types of cancer [10.15% (46/453) vs. 0.89% (3/453)]. There was no significant difference in the number of
cases with two mutation types of KRAS (G12A/V/R/C, G13C type and G12D/S type) in different genders, pathological
types, smoking history, ages, clinical stages and lymph node metastasis. Conclusions There is a high mutation
rate of KRAS gene in NSCLC patients. Understanding the mutation of KRAS gene will help to improve the clinical
workers' understanding of NSCLC containing KRAS mutation and guide the individualized treatment of patients.
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MRS Il ) AR TR YT AT, 18
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