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Formononetin reduces inflammation in focal brain ischemia reperfusion rat via inhibiting

sphingosine kinase 1/sphingosine 1-phosphate signaling pathway
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lege of Pharmacy, China Pharmaceutical University, Nanjing 211198, China)

[Abstract] Objective: To investigate the protective effects of formononetin (FN) on the rats with inflammation after focal brain is-
chemia reperfusion injury. Methods: Sixty adult male SD rats were randomly subjected to either sham surgery, model, FN (8, 16, 32
mg/kg) or nimodipine group (12 mg/kg) for 2 h of brain ischemia and 24 h reperfusion with Longa’s score analysis, each with 10. After
24 h of reperfusion, the cerebral infarction volume was determined by TTC staining, and the contents of inflammatory factors in is-
chemic brain tissue were assayed in each group. In addition, we also examined the changes of nuclear transcription factor-kappaB (NF-kB)
and sphingosine kinase 1/sphingosine-1-phosphate (SphK1/S1P) signaling pathway in the ischemic brain tissue. Results: FN each dose
group reducedtheexpressionofinflammatory factors, with the inhibition of NF-kB and SphK1/S1P signal pathway significantly. Conclu-
sion: The protective effects of FN on the rats with inflammation after focal brain ischemia reperfusion injury may be related to its in-
hibition of SphK1/S1P signal pathway.
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Table 1 Effect of FN on neurological deficit score and

cerebral infarction volume after focal brain

ischemia reperfusion injury in rats
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Figure 1 Effect of FN on brain TTC staining after focal
brain ischemia reperfusion injury in rats
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Figure 2 Effect of FN on brain TNF-«, IL-1f3 and IL-6 levels after focal brain ischemia reperfusion injury in rats
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Figure 3 Effect of FN on brain NF-«kB signaling pathway after focal brain ischemia reperfusion injury in rats
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Figure 4 Effect of FN on brain SphK1/S1P signaling
pathway after focal brain ischemia reperfusion

injury in rats
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