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[Abstract] Objective To investigate the effect of inhibition of extracellular regulated protein kinase (ERK) 1/2 on rats after the
cerebral ischemia—repufusion (I/R) injury. Methods One hundred adult SD rats were randomly divided into 5 groups 20 animals each, i.
e. sham operation; treatment groups 1 and 2 in which the animals received the intraperitoneal injection of ERK1/2 inhibitor SCH 772984
(25 mg/kg) immediately after I/R and then were sacrificed 4 and 8 hours after I/R, respectively; vehicle group in which the animals
received intraperitoneal injection of isovolumetic DMSO and then were sacrificed 8 hours after I/R; injury group in which the animals
without receiving any treatment were sacrificed 8 hours after I/R. The cerebral I/R injury model was established by clipping bilateral
common carotid arteries. The cerebral water content was measured by Hatashita wet—weight method in 10 rats of each group. The levels
of p—IkBa, tumor necrosis factor—a (TNF-a), interferon (IFN) and Cx40/Cx43 heterotypic gap junction expressions were determined in
the hippocampal tissues of 10 rats of each group by western blot and co—immunoprecipitation, respectively. Results Water content and
levels of p—IkBa, TNF-a, IFN and Cx40/Cx43 heterotypic gap junction expressions were significantly lower in the treatment groups 1
and 2 than those in the vehicle and injury groups (P<0.05) and were significantly higher than those in the sham group (P<0.05). There
were no significantly differences in the cerebral water content and the levels of p—IkBa, TNF-a, IFN and Cx40/Cx43 heterotypic gap
junction expressions between both the treatment groups (P>0.05). Conclusion Inhibition of ERK1/2 may relieve the cerebral oedema
and improve the neurological function which may be by down—regulation of Cx40/Cx43 heterotypic gap junction and p—IkBa protein
expressions, then reducing the levels of inflammatory factors such as TNF~o and INF expressions in the rats after I/R injury.
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