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Effect of ginsenoside Rb1 on the JAK2/STAT3 signal transduction pathway after cerebral ischemia-reperfusion in rats”

Yu Lu', Hu Guangqgiang® ,Chen Bigiong' , Tu Hua' ,Yang Chaoxian®
(1. School of Basic Medical Sciences ;2. Department o f
Neurobiology, Luzhou Medical College , Luzhou,Sichuan 646000 ,China)

Abstract; Objective To explore the effect of ginsenoside Rb1 on the JAK2/STATS3 signal transduction pathway after cerebral
ischemia-reperfusion in rats for identifying the protection mechanism. Methods Made the model of middle cerebral artery occlu-
sion/reperfusion(MCAQO/R). Rats were randomly divided into sham group,vehicle group, high dosage group,and low dosage group
of ginsenoside Rbl. The neurological deficit scores were assessed, the contents of TNF-q and IL.-6 in ischemia brain tissue were de-
tected by ELISA and the expressions of p-JAK2 and p-STAT3 were observated in the cortex by immunohistochemisty staining. Re-
sults (1) The neurological deficit scores were significantly decreased in ginsenoside Rb1 high dosage group compared with vehicle
group(P<C0. 05). (2) Ginsenoside Rb1l of high dosage significantly reduced the content of TNF-q and IL.-6 in ischemia brain tissue
(P<C0. 05 or P<C0.01),the content of TNF-q was decreased significantly in low dosage group(P<C0. 05) ,the content of IL.-6 was
also decreased but without statistical significance. (3) Both ginsenoside Rb1 of low and high dosage reduced the expressions of p-
JAK2 and p-STATS3 after cerebral ischemia-reperfusion(P<C0. 05 or P<C0. 01). Conclusion
deficits’ symptoms after cerebral ischemia-reperfusion, reduced the contents of TNF-q and 1L-6 and inhibited the phosphorylation of

JAK2 and STAT3. Therefore, Ginsenoside Rb1 could protect cerebral ischemia-reperfusion injury by regulating the JAK2/STATS3

Ginsenoside Rbl improved neurologic

signal transduction pathway.
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