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[ Abstract] Objective: To explore the characteristics of epidermal growth factor receptor (EGFR) mutation in Qiang eth-
nic patients with lung adenocarcinoma in Beichuan, Mianyang. Methods: Amplification refractory mutation system was used

to analyze the EGFR mutations of 120 tissue samples of Qiang

[FEHE] 2019-04-26 [fEEIBHI] 2019-07-16 ethnic patients with lung adenocarcinomas, and the
[(E€mME] WA TAEANAETR L SFMHES (4 relationship between EGFR mutations and clinical characteris-
= .18PJ208 ,18PJ211) tics was analyzed. Results: EGFR mutations were detected in
[BREE] “H /DN, E-mail : duxiaobo2005@ 126. com 57 out of 120 lung adenocarcinoma patients. The mutation rate
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was 47.5% . 1L858R mutation and exon 19 deletion mutation were predominant, accounting for 52.6% (30 cases) and 42.

1% (24 cases) , respectively. Among the 120 patients, the mutation rates in males and females were 60.7% and 35.9% ,

respectively (P =0.016) ; mutation rates in smokers and non — smokers were 31. 0% and 56. 4% , respectively (P =0.

012). There was no significant difference in EGFR mutation rates among different age, tumor size, lymph node metastasis

tumor differentiation and cancer stage groups (P >0.05). Conclusion; The mutation rate of EGFR in Qiang ethnic patients

with lung adenocarcinomas in Mianyang is relatively high. L858R mutation and exon 19 deletion mutation were predominant.

The mutation rate of EGFR is related to sex and smoking history, but not to age, tumor size, lymph node metastasis, degree

of tumor differentiation and cancer stage.
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Table 1. Association between EGFR Mutations and Clini-
copathological Characteristics in Lung Adenocarcinoma

(n)

Varible ™ tions_wpe ¥

Gender
Male 64 23 41 7.3523 0.007
Female 56 34 22

Age(yrs)
<60 78 34 44 1.3664 0.242
=60 42 23 19

Smoking history
Smokers 42 13 29 7.0950 0.008
Non-smokers 78 44 34

Tumor size( cm)
<3 52 27 25 0.7199 0.396
>3 68 30 38

Lymph node me-

tastasis
Yes 57 31 26 2.0644 0.151
No 63 26 37

Differentiation
Well 17 6 11 2.3978 0.302
Moderately 57 31 26
Poorly 46 20 26

TNM stage
I-11 32 16 16 0.1094 0.741
1I-1v 88 41 47

EGFR ; Epidermal growth factor receptor.
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