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Abstract: KRAS mutation is a common gene mutation in non-small cell lung cancer (NSCLC),
and KRAS G12C mutation is the most common in Chinese population, presenting a different epi-
demiological feature from Western population. Due to the unique structure and lack of obvious
binding sites of KRAS protein, it was once labeled as an “undruggable target”. Patients with
KRAS mutations have a shorter survival time and poorer prognosis compared to those with wild-
type KRAS. In recent years, KRAS G12C small molecule inhibitors have made breakthrough
progress in preliminary clinical research, bringing hope for late stage NSCLC patients with KRAS
mutations. A large number of specific target inhibitors have been developed, and combined thera-
py and other clinical studies have been further deepened. This paper reviews the epidemiological
and biological characteristics of KRAS mutations, progress in clinical treatment and efficacy pre-
diction of late NSCLC patients with KRAS mutations.
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1701963, FH T BOAE A 45 Jmy 04[] Jo 4 i 5 g & A 2%
e YRR A ST 38 2 R e T RO BRAE LA
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4 4 Al BE B LI 77 RMC-4630 2 — Pl 2% ik #54
() 11 ik SHP2 #1141 7 , Sotorasib 5 RMC-4630 Bk 45 fig
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