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Fig. 1. Summary of superoxide and hydroxyl radical production and elimination by superoxide dismut-
ase and catalase. Failure to eliminate these radicals results in cell injury.
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Fig. 2. Nlustration of superoxide-drive Fenton
reaction as an iron redox cycle.
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Fig. 3. Xanthine oxidase mechanism of radical ge-

neration. During ischemia ATP breaks

down to hypoxanthine, the substrate of

xanthine oxidase. Also during ischemia

xanthine dehydrogenase is converted to
xanthine oxidase.

At reoxygenation the availability of oxygen

allows oxidation with superoxide formation

to occur.
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