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Figure 13 The structures of compounds 26 —29
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Figure 17 The structures of compounds 35 -39
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Figure 18 The structures of compounds 40 —47
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Figure 19 The structures and target inhibitory activities of compounds 48 —53
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Figure 20 The structures and target inhibitory activities of compounds 54 and 55
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Research progress of xanthine oxidase inhibitors

YANG Mingyu, SHI Xiaoyu, QI Danhui,ZHAN Peng* ,LIU Xinyong "
( Department of Medical Chemistry ,School of Pharmaceutical Sciences ,
Shandong University ,Ji'nan 250012 , China)

Abstract ; Uric acid,a metabolic byproduct of purine nucleotides,can lead to hyperuricemia and gout when
its concentration remains chronically elevated in the body. Xanthine oxidase( XO) ,a pivotal enzyme in uric
acid biosynthesis, has long been a key therapeutic target for treating hyperuricemia and gout. Recent
advancements have unveiled structurally diverse XO inhibitors, including carboxylic acid/imidazole
derivatives, pyrazole acetal derivatives, triazole derivatives, hydrazine/hydrazone derivatives, amide
derivatives, benzopyrone derivatives, triamine derivatives, pyrimidine derivatives, barbiturates, nitrile
compounds, thione derivatives, and natural products. Moreover, increasing attention has been paid to dual-
target inhibitors that simultaneously modulate XO and other relevant targets for enhancing antigout efficacy.
This review summarizes the latest advancements in XO inhibitors over the past few years,aiming to provide

valuable insights for the development of next-generation antihyperuricemic and antigout therapeutics.
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