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Research Progress in targeted therapy for advanced NSCLC with KRAS mutation

Caihua Xue, Shu Han", Pengtao Li, Shihua Chen, Qiaoling Liu, Hongxun Liu
Department of Oncology, Huangdao Central Hospital, Qingdao, Shandong

[ Abstract] Lung cancer is one of the most common causes of cancer death in the world, with approximately 85%
of lung cancers being non-small cell lung cancer, NSCLC)!l. KRAS mutation is relatively common among NSCLC driver
gene mutations!?!. In the past, NSCLC patients with KRAS mutation were treated with a non-driver gene regimen. In recent
years, with the in-depth research on the biological characteristics of KRAS mutant NSCLC, breakthrough progress has
been made in KRAS inhibitor clinical trials®l. This article reviews the progress of targeted therapy for advanced NSCLC

with KRAS mutation.
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