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[ Abstract] Objective To explore the clinical feasibility of CT-guided percutaneous transthoracic
needle re-biopsy(CTNB) for drug-resistant non-small cell lung cancer(NSCLC), and to analyze the mutation
state. Methods The clinical data of 220 patients with NSCLC, who underwent CT-guided CTNB after receiving
EGFR-TKI and/or chemotherapy at the First Affiliated Hospital of Zhengzhou University of China during the
period from 2017 to 2018, were retrospectively analyzed. Results A total of 220 biopsies were performed in the
220 patients, and most lesions were adenocarcinoma. The puncturing success rate was 100%, and 55.9% of the
materials were taken from the primary lesions, most of them were solid nodules. The average depth of the needles
puncturing into the lungs was (2.4+1.8) cm, and the mean time spent for the procedure was (13.8+5.6) min. The
incidence of complications was 31.8%, including mainly pneumothorax(n=41, 18.6%) and hemorrhage(n=24,
10.9%). The detection rate of malignant cells was 91.8%(202/220). Transformation of adenocarcinoma into small
cell lung cancer after EGFR-TKIs treatment was observed in 4 patients(2%). After treatment, the inconsistent
rate of EGFR gene mutation was 53.8%(49/91), 45 patients (49.5%) developed T790M acquired drug-resistance
mutation, and 19-deletion mutation associated with T790M mutation was the most commonly seen (accounting
for 38.5%). Conclusion CT-guided percutaneous transthoracic needle re-biopsy is clinically safe and feasible for

patients with drug-resistant NSCLC, which can provide sufficient samples for pathological diagnosis and molecular
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analysis. An obvious difference in EGFR gene mutation exists between pre-treatment data and post-treatment ones.

Histological biopsies can explain the mechanism of drug-resistance and provide guidance for formulating follow-up

treatment plan in patients who fail or are resistant to targeted drug therapy. (J Intervent Radiol, 2020, 29: 274-277)
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