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Role of CYP2E1 played in oxidative damage of brain induced by 1, 2-dichloroethane
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Xf iR H 5 2.16+0.10" 0.99+0.05*
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25 mg/kg DAS 7 5 2.30£0.18" 0. 88+0. 03 *
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100 mg/kg DAS 41 5 2.10£0. 14" 0.79+0. 03 *
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