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[ Abstract)

induce severe hypersensitivity, which limits its application in the treatment of gout. The introduction of febux-

Over the recent years, allopurinol has been widely used to treat gout. Nevertheless, it can

ostat, benzbromalon and uricase with relatively high safety significantly diversifies the drugs and effectively en-
hances the drug safety. At present, multiple novel types of uric acid-lowering drugs are being investigated,
such as lesinurad, arhalofenate, tranilast and ulodesine, etc. This article summarizes the research progress on

uric acid-lowering medications, aiming to provide evidence for subsequent research and clinical application.
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