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Abstract Objective:To observe the effects of satellate ganglion block (SGB) on SOD,MDA and water content of
brain tissue in rabbits following cerebral ischemia—reperfusion (CIR) and to investigate the possibible mechanism of
action of SGB against the oxygen free radical injury.Method:Thirty two healthy rabbits were randomly divided into
4 groups: sham group,blank control (I/R) group,NS group and SGB group. In SGB group right stellate ganglion was
blocked at the beginning of reperfusion by 0.25% bupivacaine, at a rate of 0.5ml/h until 12h after reperfusion. In
NS control group,0.5ml normal saline (NS) was used instead of bupivacaine at the same volume. Result:Compared
with sham group,SOD activity significantly decreased (P<0.01) while MDA content and water content increased (P<
0.05 or 0.01) in brain tissues in I/R and NS groups. There was no significant difference in each index between I/R
and NS groups. However,SOD activity significantly increased(P<0.01) while MDA content and water content signifi-
cantly decreased(P<0.05 or 0.01) in SGB group as compared to in I/R and NS groups,and there was no significant
difference in each index between the right and left brain tissues in SGB group. Conclusion:SGB can effectively
increase endogenic SOD activity and decrease MDA content in rabbits brain tissue and alleviate hydrocephalus.
This study indicates that SGB can attenuate the oxygen free radical injury in brain tissue with CIR.
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