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[ Abstract ]

The increased incidence of gout in men and postmenopausal women suggests that gout is closely associated with

sex and affected by sex hormones. However, how sex hormones are involved in the onset of gout and the exact relationship between

these two are poorly understood. In this article, recent advances in the study of gout were summarized, and the mechanism underlying

the role of sex hormones in the pathogenesis of gout was reviewed.
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