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Ginsenoside-Rd Inhibits CXCL1 and Interferon-y Protein Expressions

in Rats after Focal Cerebral Ischemia
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ABSTRACT Objective: To investigate the effect of Ginsenoside-Rd (GS-Rd) on protein expression of CXCL1 and IFN-y (interfer-
on-y , IFN-y )in rats after focal cerebral ischemia. Methods: A total of 55 rats were randomly divided into the five groups: blank group
(n=5); Sham group (n=>5),with surgery but no occlusion; GS-Rd group (n=5),with 10 mg/kg GS-Rd treatment but no surgery; middle cere-
bral artery occlusion(MCAO) group (n=20),with vehicle application before surgery; MCAO+GS-Rd group (n=20),with 10 mg/kg GS-Rd
treatment before MCAO. After 2 h of occlusion, the suture was carefully removed to restore blood flow. Then the brain protein were ex-
tracted respectively at 12hour, 1day, 3day, 7day and were tested by LUMINEX 200. Results: Our results showed that the protein levels of
CXCL1 and IFN-y were significantly increased after MCAO insult at all time points  p<0.05 . Pretreatment of 10 ml/kg GS-Rd inhibited
MCAO-induced protein expressions of CXCL1 and IFN-y  p<0.05 . Conclusion: These results suggest that neuroprotection of GS-Rd
following cerebral ischemia may be at least due to inhibition of the proteins expression of CXCL1 and IFN-y .
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Fig. 1 The protein level of CXCLI1 (pg /ml) in ischemic penumbra (A)and infarction core(B)
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Note: * P<<0.05 MCAO group and MCAO+GS-Rd group compared with control groups # P<<0.05 MCAO group compared with MCAO+GS-Rd group.
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Fig. 2 The protein level of IFN-y (pg/ml) in ischemic penumbra (A)and infarction core(B)
Note: ¥*P<<0.05 MCAO group and MCAO+GS-Rd group compared with control groups #P<<0.05 MCAO group compared with MCAO+GS-Rd group.
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