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Research progress on inhibitors of PI3K/AKT/mTOR signaling pathway in treatment
of cervical cancer
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Abstract: Cervical cancer is a common malignant tumor of women all over the world. There is no satisfactory treatment for cervical
cancer patients with locally advanced and recurrent metastases. Therefore, it is of great significance to explore and develop more
effective treatment protocols. The PI3K/AKT/mTOR signaling pathway plays an important regulatory role in the proliferation,
differentiation, and apoptosis of human cervical cancer cells, and it is hopeful that it will become a new target for the development of
therapeutic drugs for cervical cancer. Therefore, preclinical and clinical research on single and dual target inhibitors of cervical cancer
on PI3K/AKT/mTOR signaling pathway in this pathway are reviewed in recent years. The inhibitors include PI3K inhibitors
(wortmannin, LY294002, and indole-3-methanol), AKT inhibitors (SC-66, MK-2206, flavonoids, oridonide, and tripterygium
wilfordii), mTOR inhibitors (CCI-779 and RAD-001), and dual inhibitors (GSK2126458, BEZ235, BGT226, PF04691502,
GDC-0980, and PKI-587).
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