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Research on mechanisms of oxidative stress in ovarian dysfunction
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[ Abstract]  Age-related ovarian aging is significantly influenced by oxidative stress, which has intricate underlying
mechanisms. Studies conducted recently have demonstrated that oxidative stress is a mediator of several pathological
processes that lead to ovarian dysfunction in aging. These processes include telomere shortening, chronic inflammation,
apoptosis, and mitochondrial dysfunction. Under oxidative stress, antioxidant treatment can assist in enhancing ovarian
function.
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Figure 1 Mitochondrial dysfunction-excessive ROS production-mtDNA damage vicious cycle
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Figure 2 Crosstalk of signaling pathways in ovarian inflammatory microenvironment caused by oxidative stress
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Figure 3 Signaling crosstalk between the intrinsic and extrinsic pathways of apoptosis
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