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[ Abstract] Kiss1 gene is very important for human and mammalian puberty development. The hypothalamic
peptide kisspeptin encoded by kiss1 gene is an important part of the complex excitatory network that regulates the
secretion of gonadotropin releasing hormone. A complete Kisspeptin GnRH signal system is essential for the
normal reproductive maturity and fertility of mammals. Polycystic ovary syndrome (PCOS) is one of the most
common diseases in women of childbearing age, affecting up to 15% of the world. The pathogenesis of polycystic
ovary syndrome (PCOS) is still unclear, so there is no clinically curable drug, but Kisspeptin GnRH signal system

is closely related to PCOS. This review mainly introduced the research progress of Kiss1 gene and its signal system,

pathological characteristics and treatment of polycystic ovary syndrome.
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