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The influence of curcumin on the programme cell death in rat hippocampus after status epilepticuss HUANG
Zhiling, XIAO Bo, TAN Liming,et al.//Chinese Journal of Rehabilitation Medicine, 2006, 21(7):590—592
Abstract Objective:To investigate the influence of curcumin on the programme cell death in rat hippocampus af-
ter status epilepticus(SE).Method:90 Sprague—Dawley(SD) rats were randomly enrolled into the control group(n=30),
SE group (n=30) or curcumin treated group. The lithium—pilocarpine induced SE was used as the SE model. The
programme death cells in CA1 and CA3 were detected dynamically by TUNEL.Result:No TUNEL positive cell was
observed in the control group. The number of TUNEL positive cells, presenting mainly in CAl and CA3, increased
6 hours after SE(P<0.01)and reached a peak 24 hours after SE, then got a little degression(P<0.01) for both SE
group and curcumin treated group. However, the numbers of TUNEL positive cells in curcumin treated group were
notably fewer than those in SE group at the time point of 6h 24h 72h after SE, respectively (P<0.01).Conclusion:
The curcumin can prevent hippocampal neurons from programme cell death after SE.
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