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[ Abstract ]

eration, but also plays an important role in chemoradiotherapy and tumor resistance. PI3K is the target of

PI3K / AKT signaling pathway is not only the core pathway of tumor survival and prolif-

tumor therapy. Therefore,more and more attention has been paid to the research and development of anti-lung

cancer as the target of PI3K. This paper reviews the latest research on PI3K/AKT pathway and its inhibitors

in lung cancer.
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