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[ Abstract |

rat cerebral ischema- reperfusion injury. Methods

Objective To investigate the potential role of tumor necrosis factor receptor-associated factor-6 (TRAF6) in the
40 healthy adult SD rats were divided into 5 groups(n=28) according to the ran-
dom control principle:sham operation group, ischemia group, reperfusion 2 h group(R2 h), reperfusion 12 h group(R12 h) and
reperfusion 24 h group(R24 h). The rat cerebral ischemia -reperfusion injury model was constructed. The change of TRAF6 expres-
sion was examined by RT-PCR and Western-blot. Then, the immunohistochemistry was adopted to locate the TRAF6 protein. Re-
sults Compared with the sham group,the expression of TRAF6 in the ischemia group and the R2 h,R12 h and R 24 h groups was

obviously increased,but the difference had no statistical significance (P<C0. 05). TRAF6 was mainly located in the cytoplasm of

neuronal cells. Conclusion Activated TRAF6 is involved in the brain cell death induced by cerebral ischemia-reperfusion.
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