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[ Abstract |

Objective To study the effect of SN50, the nuclear factor kappa B (NF-kB) inhibitor on the expression of macro-

phage inflammatory factor TNF-« in the oxygen and glucose deprivation in SD rats. Methods The effect of SN50 on cell proliferation

activity was observed by MTT method. The expression of TNF-a in macrophages after treated with SN50 was observed by ELISA. Re-

sults The macrophage survival rate was significantly increased after treated with SN50 (P <0.05 or P <0.01). The increase of TNF-

o was significantly smaller after treated with SN50 in oxygen glucose deprivation conditions ( P <0.05 or P <0.01). Conclusion

SN50 reduces the expression of TNF-a in macrophages, mainly through inhibiting the translocation of NF-kB nuclear,which provides a

theoretical basis for the clinical treatment of ischemic reperfusion injury.
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