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[ Abstract] Polycystic ovary syndrome is a common disorder of endocrine and metabolic disease that
seriously affects women's reproductive health. Recently, more and more studies confirm that patients with
polycystic ovary syndrome have an increased prevalence of autoimmune thyroid disease, which is a very im-
portant issue for women at childbearing age, both of which have a negative effect on female reproductive

function. The coexistence of the two is more harmful. At present, its specific pathogenesis is still not very

clear. It is believed that genes, immune and endocrine hormones may play important roles in this process

and may provide new ideas for the diagnosis and treatment of diseases.
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