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Abstract:Objective To investigate the correlation between epidermal growth factor receptor (EGFR)
gene mutation and clinicopathological features of Zhuang population in Guixi area with non-small cell lung
cancer (NSCLC). Methods Two hundreds and sixty-nine cases of tissue in patients with NSCLC were collect-
ed from the Affiliated Hospital of Youjiang Medical University for Nationalities from January 2018 to March
2021. The mutations in EGFR gene 18 to 21 exons were detected by ARMS-PCR technology,and the correla-
tion of clinicopathological features of patients with mutation status of EGFR and survival analysis were ana-
lyzed. Results The total mutation rate of EGFR gene was 40. 5% (109/269) in 269 cases with NSCLC in
Zhuang population in Guixi Area,among which the mutation rate of female were higher than male (51.4%
vs. 33.5%), the mutation rate of adenocarcinoma were higher than non-adenocarcinoma (45. 5% ws.
8.3%) .differences were statistically significant (P<C0. 05). The common mutation sites were exon 19 19-Del,
and mutation rate was 55.0% (60/109). And exon 21 21-1.858R mutation rate was 29.4% (32/109). Logistic
analysis showed that gender and tissue types were influenced factors of EGFR mutation (P <C0. 05). There
were no statistical difference between other clinicopathologic factors. After targeted therapy, NSCLC patients
with EGFR mutations had a better overall survival than non-mutated patients (P<C0. 001). Conclusion The
total mutation rate of EGFR gene NSCLC patients of Zhuang population in Guixi area has been higher in fe-
male and lung adenocarcinoma patients, and gender and tissue types are independent factors on EGFR gene
mutation.
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