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Abstract: Objective To analyze the detection results of epidermal growth factor receptor (EGFR) gene
mutation in the patients with non-small cell lung cancer (NSCLC) in a hospital of Ningxia. Methods A total
of 225 inpatients with NSCLC in the General Hospital of Ningxia Medical University from 2014 to 2017 were
collected and retrospectively analyzed. The EGFR gene mutation was detected by ARMS-PCR. Results The
total mutation rate of EGFR gene was 50. 22% (113/225). The most common mutation sites were 19 exon 19-
del and 21 exon L858R. The mutation rates were 21. 33% and 17. 78% ,respectively. The mutation rates of ex-
on 20 T790M drug resistance and 20-Ins insertion mutation (non-sensitive mutation) were 3. 56% and
1. 33% ,respectively. There were 10 cases of double mutations in each EGFR exon. There was no statistically
significant difference in the mutation rate of EGFR gene among the sex,age, ethnicity, season and specimen
types (P>>0.05). There was the statistically significant difference between the year and pathological type
(P<<C0.05). Conclusion The ARMS-PCR method can be effectively applied to the gene mutation detection of
clinical pathological paraffin sample. EGFR gene has high mutation rate in 19 and 21 exons,and its mutation
subtype can direct tumor-targeted therapy of micromolecular EGFR-TKI.
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