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[ Abstract)

ferroptosis is a new type of programmed cell death. Little is known about the role of iron metabolism and fer-

Iron metabolism is involved in many important physiological activities of the body, and

roptosis in polycystic ovary syndrome (PCOS). Iron overload has been found in patients with PCOS, and i-
ron metabolism has direct or indirect effects on hormones, metabolism, and reproduction in patients with
PCOS. Ferroptosis can also cause metabolic disorders in patients with PCOS. At present, the pathogenesis
of PCOS is unknown. By understanding iron metabolism, ferroptosis and their relationship with PCOS are
useful in exploring new targets for the treatment of PCOS.
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