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Association between Peripheral Blood Lymphocyte/Monocyte Ratio, Neutrophil/Lymphocyte Ratio and EGFR Mutation of Lung Cancer and
its Metastasis Xu Zhaona ,Ren Yingying , Huang Xiaoying ,et al. Department of Respiratory Medicine, The First Affiliated Hospital of Wenzhou
Medical University, Wenzhou Key Laboratory of Respiratory Cycle, Zhejiang 325000, China

Abstract Objective To investigate the diagnostic value of peripheral blood lymphocyte/monocyte ratio, neutrophil/lymphocyte ra-
tio in identifying lung cancer EGFR mutation and metastasis. Methods The basic clinical features and inflammatory indexes of cancer
patients with positive and negative EGFR mutations in 301 cases and 348 cases were retrospective analyzed. We observed the differences
of EGFR mutations, metastatic status in different inflammatory indexes, and to evaluate whether they can be used as a clinical marker to i-
dentify EGFR mutations and metastases using the receiver operating characteristic curve. Results  In patients with EGFR mutations,
61.8% was women, 75.1% was non —smoking, and 92.4% was adenocarcinoma. LMR was significantly higher in patients with EGFR
mutations positive than in those of negative. When the LMR threshold was 2. 88, the sensitivity and specificity were 64.7% and 56.6% ,
respectively. Compared with patients without distant metastases, NLR values were significantly higher in patients with distant metastases of
EGFR mutation, with a sensitivity of 74.7% and a specificity of 64.0% at 2. 14. There was a positive correlation between NLR and TNM
staging of EGFR mutation — positive lung cancer patients, while LMR was the opposite. There was a significant correlation between NLR
and EGFR mutation positive patient’s bone metastasis, brain metastasis and tumor index, such as CEA and CA125. Conclusion EGFR
mutation in lung cancer is common in women with non — smoking adenocarcinoma. LMR and NLR have some reference value in identifying
EGFR mutation and distant metastasis.
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