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On the Superoxide Dismutase (SOD) Activity in the Inflammatory Tissue

of Rat Administered CdCl2
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Fig. 1. Superoxide dismutase activities in rats
testes of 5 groups.

A: Control B: Solvent for« -tocopherol
C: a-tocopherol D: CdCI12
E: CdCly+ a-tocopherol

Each value represents the mean+SE
Differences (to the control group) are tested
according to t—test * % P<0.01 *P<0.05
(+) : Significant difference exists between two
groups.
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