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[Abstract] Objective To explore the mutation status of epidermal growth factor receptor (EGFR) during the
treatment process of non-small cell lung cancer (NSCLC) in Qinghai region. Methods The real-time f{luorescence
Tagman probe method was used and the PCR amplification in vitro was adopted. The clinical characteristics and EG-
FR mutation status in 150 cases of advance NSCLC were retrospectively analyzed. Results In the sample detection of
150 NSCLC cases, EGFR mutation (exonl8) was in 2 cases with the mutation rate of 1. 3% ; EGFR mutation
(exonl9) was in 18 cases with the mutation rate of 12. 0% ; EGFR (exon20) was not detected; EGFR mutations (ex-

on 21) was in 27 cases with the mutation rate of 18.0%. Conclusion The mutation rate of EGFR gene exon 19 and

mﬂ#é

21 (somatic mutation) is higher in NSCLC patients of Qinghai region. The EGFR-TKIs treatment is acceptable.
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