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and cerebral cortex. METHODS One hundred and thirty-two male mice were randomly divided into the control
group, Vog high- (2.50 pmol/kg) and Vog low-dose groups (0.25 pumol/kg). Comet assay was used to detect
DNA damage and repair of mouse cerebellum and cerebral cortex. Their levels of 8-hydroxy- deoxyguanosine (8-
OHdG) and quinone oxidoreductase (NQO1) were determined by enzyme-linked immunosorbent assay. The col-
orimetry was applied to measuring reactive oxygen species (ROS) , methane dicarboxylic aldehyde (MDA) , nitric
oxide (NO), RT-PCR was performed
to examine the levels of 8-hydroxyl-guanine DNA glycosylase ( Oggl ) and hemeoxygenase-1 ( Ho-1) mRNA.
RESULTS Vog could significantly increase the levels of MDA, ROS, NO and 8-OHdG; reduce NQOT1 level and

the vitality of GSH-Px and T-SOD; and increase Oggl mRNA expressions in mouse cerebellum and cerebral cortex.

total superoxide dismutase ( T-SOD) and glutathione peroxidase ( GSH-Px).

Meanwhile, DNA damage was repaired and the content of 8-OHdG was restored close to the normal level on the
CONCLUSION Vog may cause oxidative stress and consequently lead to DNA

damage ; at the same time it also raises the expression of Oggl mRNA as a compensatory adjustment to the antioxi-

third day after Vog withdrawn.

dant defense status and DNA repair systems.
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