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[ Abstract] Hyperuricemia is a foundation of multiple diseases, and animal models are the basis for scientists
to study new strategies against the disease, develop and evaluate novel drugs. The present article summarized the
animal models which were used to study hyperuricemia, and grouped them into two classes, namely, models
caused by drugs and those by gene knock—out. Drugs used to induce hyperuricemia are purines like adenine, uricase
inhibitors like potassium oxonate, and urate secretion inhibitors like ethambutol. Gene knock—out models
established were targeted at Uox or ABCG2 gene. In order to avoid disturbance from drugs, Uox deficient mice or rats
are favorite model animals in future.
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Fig. 1 Source and metabolism route of uric acid
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Tab. 1 Enzymes involved in uric acid synthesis and transporters of uric acid secretion and reuptake in rats
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Tab. 2 Uric acid level in common laboratory animals
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Tab. 3 Establishment of animal model of hyperuricemia by drugs (x +s)
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Tab. 4 Animal model of hyperuricemia by gene knockout
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