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Hyperuricemia is the central contributing element in the development of gout. Gouty arthritis generally occurs
in the presence of monosodium urate crystal deposition within the joints. Beside the impact of hyperuricemia on joint
inflammation, accumulating evidence indicates the detrimental consequences of hyperuricemia on multiple organs
(e.g. kidneys, cardiovascular system). This review introduces hyperuricemia and discusses its impacts in the fields
of rheumatology and immunology, nephrology, cardiology, and metabolism and endocrinology. We also propose an
updated recommendation for the management of hyperuricemia. (J Intern Med Taiwan 2018; 29: 1-7)



