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Advances on Regulation of Premature Ovarian Failure by Oxidative Stress and

Autophagy Apoptosis

YANG Kaifeng, LI Lan, ZHOU Hong, XIAO Xiaogin*, LIU Huiping*

(Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

[Abstract] Premature ovarian failure is the main cause of female infertility. It has been confirmed that oxidative stress is
closely related to premature ovarian failure. Oxidative stress can mediate autophagy and apoptosis through different pathways. In the
ovary, normal concentration of reactive oxygen species contributes to ovarian development and ovulation, while excessive reactive
oxygen species will lead to excessive apoptosis of ovarian granulosa cells and oocytes, thus triggering premature ovarian failure.
Therefore, reducing oxidative stress and preventing excessive apoptosis of granulosa cells in the ovary can provide an important
research direction for clinical prevention and treatment of premature ovarian failure. Nrf2—ARE signaling pathway is the most
important endogenous anti—oxidative stress pathway found at present, and the relationship between Nrf2-ARE signaling pathway and
premature ovarian failure is summarized to provide a reference for further study of the pathogenesis of premature ovarian failure.
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