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Elucidation of mechanism for exercise-induced acute renal failure in urate transporter deficient mice
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Exercise induced acute renal failure (EIARF) are significant complications of renal hypouricemia.
Two mechanisms for EIARF were proposed. One hypothesis is that renal reperfusion injury due to
vasoconstriction results from an exercise-induced increase in oxygen free radicals and a lack of urate,
free radical scavengers. The other hypothesis is that urate nephropathy results from an increase in uric
acid production by exercise induced ATP breakdown. We examined renal injury of mice deficient in
urate reabsorption transporter, URAT1, fed with urate and oxonate. Renal reperfusion injury was
acceptable from our results.
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