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Fig 2. Hcat stability of modified and native SOD(T=80 ()
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Fig 3. Acid stability of modified and native SOD(pH=1|. 3)
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Study on Modification of Human Superoxide Dismutase
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The chemical modification of human superoxide dismutase (hSOD) with dextran and ficoll was per-
formed. The modified hSOD still remains native SOD activity with similar characteristics of ultraviolet
and fluorescent absorption. The modified hSOD shows greater resistance to pepsin degradation, en-
hanced heat and pH changes.
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