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[Abstract] Objective To retrospectively analyze the clinical efficacy of radiofrequency ablation
(RFA) combined with epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs) in treating
EGFR mutant non-small cell lung cancer (NSCLC). Methods From June 2009 to September 2016, a total
of 67 NSCLC patients were treated with RFA combined with EGFR-TKIs therapy. The safety and therapeutic
effect of the therapy were evaluated. The lesions were located in right lung (n=42) or left lung (n=25). Stage
I NSCLC was seen in 5 patients, stage Il NSCLC in 2 patients, Stage Il NSCLC in 11 patients, and stage IV
NSCLC in 49 patients. Results No perioperative death occurred. The average follow - up time was 21.9
months. The local progression rate was 19.4% (13/67), and the local progression time was 18.1 months. The
average progression-free survival (PFS) was (34.0£5.0) months (95%Cl1:24.2-43.8 months), and the average
overall survival (OS) was (36.0+4.2) months (95%CI:27.8-44.3 months). According to the use of different
EGFR-TKIs after RFA, the patients were divided into gefitinib group, erlotinib group and icotinib group. In
gefitinib group, erlotinib group and icotinib group, the mean PFS was (36.1+6.5) months (95%CI:23.3-48.9
months), (17.0+3.4) months (95%CI:10.3-23.7 months) and (29.3%#4.5) months (95%CI:20.5-38.1 months)
respectively (P>0.05), and the mean OS was (40.2+5.7) months (95%Cl:29.1-51.3 months), (17.0£3.2)
months (95%Cl1:10.7-23.4 months) and (36.0+4.2) months (95%CI:27.8—-44.3 months) respectively (P>
0.05). Conclusion For the treatment of EGFR mutant NSCLC, RFA combined with EGFR -TKIs therapy
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can improve the local control rate and prolong both PFS and OS.(J Intervent Radiol, 2018, 27 1036-1039)
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