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[Abstract] Objective To investigate the effect and mechanism of ginsenoside Rgl (GRgl) on cerebral
ischemia-reperfusion(CIR) cell necrosis in rats. Methods Thirty-six SD rats were divided into 4 groups:sham
operation group,CIR group,GRgl group,and Necrostaitin-1 (Nec-1) group,9 cases in each group. Except for
the sham operation group, the other groups prepared the CIR model by adopting the middle cerebral artery
embolization. The neurobehavioral scores,2,3,5-triphenyterazolium chloride (TTC) staining and cerebral ede-
ma detection were postoperatively adopted to judge whether the model successed. Enzyme-linked immunosor-
bent assay (ELISA) was used to detect the expression of tumor necrosis factor-alpha ( TNF-a) and interleu-
kin-6 (IL.-6) in serum. The pathological changes in each group were observed by HE staining in paraffin sec-
tions. The expressions of Toll-like receptor 4 (TLR4),phosphorylated nuclear transcription factor kB p65 (p-
NF-kBp65) and TNF-a were determined by adopting the Western blot. Results Compared with the sham op-
eration group.,the rats in the CIR group showed obvious neurological deficits,cerebral infarction and cerebral
edema, moreover the expression levels of TNF-a, IL.-6, TLR4, p-NF-kBp65 and TNF-a protein were signifi-
cantly increased (P<C0. 05). Compared with the CIR group, the neurological deficit, cerebral infarction and
cerebral edema in the GRgl and Nec-1 groups were significantly alleviated (P <Z0. 05), and the levels of
TLR4,p-NF-kBp65,and TNF-a were significantly reduced (P<C0. 05). The rats in the GRgl and Nec-1 groups
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had no statistically significant difference in the above indexes (P >>0. 05). Conclusion
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GRgl may play the

brain protective role by inhibiting the activation of the TLR4/NF-kBp65 pathway and reducing cell necrosis.

[Key words| ginsenoside Rgl; Toll-like receptor 4/nuclear transcription factor kB p65 pathway;cerebral

ischemia;reperfusion injury;cell necrosis
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