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[ Abstract] Uric acid is the final product of purine catalyzed metabolism in human body by xanthine oxidase. Uric acid is also known

as a potent antioxidant. Physiological levels of uric acid can prevent the inactivation of H,0,-induced superoxide dismutase, thus maintaining

superoxide dismutase activity and playing an antioxidant role. However, a number of recent studies have shown that hyperuricemia and

hypouricemia in vivo are associated with the occurrence of a variety of cardiovascular diseases. The purpose of this article is to review the

occurrence of different levels of uric acid in vivo and cardiovascular diseases.
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