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Abstract: The incidence of endometrial carcinoma is increasing year by year. At present, the main treatment is surgery, supplemented by
radiotherapy and chemotherapy. However, it is not effective for patients with advanced, recurrent or metastatic diseases, especially at this stage, it
is difficult to determine the risk factors of endometrial carcinoma recurrence, and there is a lack of reliable basis for personalized adjuvant therapy.
Therefore, endometrial carcinoma often has systemic toxicity due to excessive treatment. It is of great significance to further study the memory
mechanism of the occurrence and development of endometrial carcinoma, and develop new alternative drugs or new targeted drugs and personalized

treatment programs. In solid tumors, the change rate of PI3K/AKT/mTOR pathway in endometrial carcinoma is the highest. This article reviews the

mechanism of PI3K/AKT/mTOR pathway in endometrial carcinoma and the progress of drug research and clinical trials targeting this pathway.
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