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Effect of ginseng total saponin on the inflammatory cytokines in the brain tissue after traumatic brain injury in rats”

Xia Lei', Jiang Zhenglin*” \Wang Guohua® , Hu Baoying® .Gao Zhiwei'
(1. Department of Neurology .Af filiated Hospital s Nantong University , Nantong, Jiangsu 226001,China;
2. Voyage Medical Reserch of Nantong University . Nantong, Jiangsu 226001 ,China)

Abstract: Objective To observe the effect of ginseng total saponin(GTS) on TNF-q,IL-18,1L-6,1L-10 in the brain tissue after
traumatic brain injury(TBI) in rats,and explore the underlying mechanisms of GTS treatment on the secondary brain injury. Meth-
ods Rats were randomly divided into 3 groups:sham-operated group, TBI group and GTS-treated group. TBI model was estab-
lished with the modified Feeney's method. 24 h after TBI, the rats were sacrificed to measure the brain water content with wet-dry
weight method. The morphological change of neuron in hippocampal area was observed under optical microscope through Nissl stai-
ning. The contents of TNF-o,IL-18,1L-6,IL-10 in the brain tissue were detected with ELISA method. Results After brain injury,
the brain water content was significantly increased, the damage of hippocampus was serious, the contents of TNF-q, IL-6,IL-1p3
were significantly elevated and 11.-10 was significantly decreased. After GTS treatment, the hippocampal damage was alleviated, the
brain water content was significantly decreased,the contents of TNF-a,11.-6,1L-18 were significantly reduced and I1.-10 was signifi-
cantly elevated(P<C0. 01). Conclusion Ginseng total saponin could provide neuroprotection after traumatic brain injury in rats. The
mechanisms of this effect may be related to regulation by GTS of the expression of 1L.-18,1L.-6 ,1.-10, TNF-q in the brain tissue and
resultant alleviation of cerebral inflammatory response.
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