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Research progress in the treatment of non-small cell lung cancer with PD-1/
PD-L1 inhibitor combined with EGFR-TKIs"
ZHANG Jia ,AN Changshan®
(Department of Respiratory ,Yanbian University Hospital ,Yanji,Jilin 133000,China)
[ Abstract |

treatment of non-small cell lung cancer (NSCLC). Mutations in epidermal growth factor receptor (EGFR)

In recent years, targeted therapy and immunotherapy have played an important role in the

drugs are the most commonly used targeted drugs,although they show superior efficacy.most patients inevita-
bly experience drug resistance and die. Immunotherapy of programmed death receptor 1 (PD-1)/programmed
death ligand 1 (PD-1.1) has been approved for first-line treatment of patients with advanced NSCLC, while
only a few patients finally benefited. This review discussed the potential of EGFR-KTIs to induce anti-tumor
immunity,as well as the feasibility of EGFR-KTIs combining with PD-1/PD-L1 inhibitors in NSCLC and the

related clinical challenges.
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