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Research progress on PI3K/AKT/mTOR signaling pathway inhibitors in treatment
of ovarian cancer
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Abstract: Ovarian cancer remains the leading cause of death in gynecologic malignancies. The current standard treatment for ovarian
cancer includes radical surgery and platinum or taxane-based chemotherapy. However, most advanced ovarian cancer patients
eventually relapse due to drug resistance to chemotherapy. As such, the search for more effective anti-ovarian cancer agents is urgent.
The PI3K/AKT/mTOR pathway is thought to be one of the most important oncogenic pathways in human cancer. An increasing body
of evidence has shown that this pathway is frequently hyperactivated in ovarian cancer and contributes to disease initiation and
development, including proliferation, invasion, cell cycle progression, angiogenesis, and chemo-resistance. Inhibition of this pathway
through small molecule compounds represents an attractive potential therapeutic approach for ovarian cancer. Therefore, research
progress on PI3K/AKT/mTOR signaling pathway inhibitors in treatment of ovarian cancer is reviewed in this paper.
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