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Expression of PD-L1 protein and mutation of EGFR gene in non-small cell lung cancer and their correlation
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Abstract: Objective To investigate the expression of programmed death factor ligand 1 (PD-L.1) protein
and the mutation status of epidermal growth factor receptor (EGFR) gene in non-small cell lung cancer
(NSCLC) and their correlation. Methods The expression of PD-L1 protein in 93 NSCLC paraffin tissue speci-
mens was detected by immunohistochemical EnVision two-step method, and the mutation status of EGFR
gene was detected by mutation amplification system (ARMS)-qPCR. The expression of PD-L.1 protein and the
clinicopathological characteristics of EGFR gene mutation were studied in combination with the clinical data of
patients. Results The positive rate of PD-L1 protein expression was 55. 9% (52/93). The expression of PD-
1.1 protein was correlated with TNM stage,and the positive rates of TNM stage [[ and [[ were significantly
higher than that of stage | (P <C0. 05),but it is not correlated with sex,age, smoking history, location of le-
sion,size of tumor,lymph node,histological type and differentiation type (P >>0. 05). The mutation status of
EGFR gene was correlated with sex,smoking history,tumor size and histological type (P <C0. 05),it was more
likely to occur in patients of female, with no smoking history,tumor size <3 cm and adenocarcinoma,but not
correlated with age,lesion location,lymph node metastasis,differentiation type and clinical stage (P >>0. 05).
Logistic regression analysis showed that sex significantly affected the mutation status of EGFR gene (P <C
0.05). Spearman grade correlation analysis showed that there was no correlation between the expression of
PD-L1 protein and the mutation status of EGFR gene (P>>0. 05). Conclusion Detection of PD-L1 protein ex-
pression and EGFR gene mutation is helpful for screening the targets of immunotherapy and targeted therapy
and providing theoretical basis for clinical drug use.
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