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Abstract: Lung cancer is one of the worldwide most common malignant tumors, and KRAS is an important gene muta-
tion site in lung cancer. But KRAS has been considered "undruggable" due to the lack of pharmacologically targeted pock-

ets in KRAS mutant subtypes. In this article, we mainly summarized the mechanism of KRAS mutation in lung cancer and
the difficulties faced by KRAS drugs. Recent advances in treatment strategies and resistance mechanisms of KRAS—-mutat-
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