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[ Abstract]  Objective To compare the differences in the EGFR gene mutation detection between the
pleural effusion and peripheral blood circulating tumor DNA (c¢tDNA) in patients with advanced-stage non-
small cell lung cancer (NSCLC). Methods The EGFR gene mutation in the pleural effusion and peripheral
blood ctDNA of 22 patients with advanced-stage NSCLC were detected by next-generation sequencing (NGS).
The ctDNA gene detection in the peripheral blood was considered as the golden standard. The detection effect
of EGFR gene mutation upon the pleural effusion ctDNA was evaluated. Results The EGFR gene mutation in
the peripheral blood ctDNA was considered as the golden standard. The sensitivity of detection of NSCLC gene
mutation in pleural effusion ¢tDNA was 86% -100% and the specificity was 94% -100% . The overall consistent
rate with the results of peripheral blood ctDNA was ranged from 95% to 100%. The mutation abundance detec-
ted in the pleural effusion ctDNA was significantly higher than that in the peripheral blood ctDNA(P =0.002).
Conclusions The outcomes of EGFR gene mutation are consistent between the pleural effusion and peripheral
blood of patients with advanced NSCLC. The mutation abundance of the pleural effusion is higher compared
with that of the peripheral blood, which is worthy of clinical significance.
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