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[ Abstract)

tered and the intake of purine has been elevated. The incidence of hyperuricemia and gout has been significant-

Along with the improvement of living standard, dietary structure has been significantly al-

ly enhanced and tends to occur in younger population. Gout has become a major disease threatening human
health. This review analyzed the pathophysiological risk factors of gout, introduced non-medication and medica-
tion measures for preventing gout recurrence and medication therapy for acute gout, and summarized the re-

search progress on new drug therapy, aiming to enhance the understanding and clinical treatment of gout by cli-

nicians.
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