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Research progress of PISK/Akt/mTOR signaling pathway
functioning in common gynecological diseases”

Li-ling Liu, Zhi-fu zhi, Li-hong Pang
(Department of Gynaecology and Obstetrics, the First Affiliated Hospital, Guangxi
Medical University, Nanning, Guangxi 530021, China)

Abstract: PI3K-Akt signaling pathway is an important intracellular signal transduction pathway. It plays
an important role in the body which contributes to the cell growth, proliferation, differentiation and protein
synthesis. Common gynecological diseases such as endometrial cancer, endometriosis, polycystic ovary syndrome
and ovarian cancer have correlations with the PIBK/Akt/mTOR signal pathway and estrogen level. In this arti-
cle, we reviewed the roles of PI3K/Akt/mTOR signal pathway in the common gynecological diseases, in order
to look for a new target therapy for these diseases.
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