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LR ESR Effects of Change in Purine Metabolism on Accumulation of Aggregated
Proteins in the Cell.
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We orally administered recently introduced potent xanthine oxidoreductase inhibitors, whose
mechanisms of inhibition are well characterized, to ALS GI1H-G93A mice. The results of model
experiments indicated that orally administered non—purine analogue XOR inhibitors significantly delay
the disease progression. The protective effect is suggested to be due to increased removal of

aggregated protein accompany with change in purine metabolism by the experiment with model

systems.
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