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Abstract ;
fusion injury in super acute phase with the expression of protein Cx40. Methods

Objective To investigate the mechanism of protective effects of GS-Rb1 against Cerebral ischemia-repu-
Cerebral ischemia- repufusion injury
model were established by Sprague-Dawley rats at 3 months age, weight at 300 ~ 500 g, with clipping bilateral CCA and in-
traperitoneal injection of GS-Rb1 or GS-Rbl + PKA inhibitor H-89. One hunderd rats Rats were randomly divided into 5
groups, 100 rats in total ,20rats in each group;sham operation ,treatment group (I/R8 hour + GS-Rbl) ,inhibition group(1/
R8 hour + GS-Rbl + H-89) ,vehicle group ( I/R8 hour + DMSO) and injury group (I/R 8 hour). Ten rats were selected
for testing behavioral disorder by NSS and cerebral edema by measuring brain water content. Another ten rats in each group
were sacrificed and glial tissue in hippocampus were obtained for detecting the level of Cx40 by western Western blot, NAP-
DH oxidase activity by EFLA 1L-1 8,1L-10 and TNF-o by ELISA. Result NSS,brain water content, NAPDH oxidase ac-
tivity , IL-1 B,IL-10,TNF-a and Cx40 in GS-Rbl treatment group were lower than in vehicle group and injury group,PKA
inhibitor H-89 was proved that it can could inhibit above protective effect of GS-Rb1. Conclusion Protective effect of GS-
Rbl to cerebral I/R injury is involved in PKA pathway to reduce the expression of Cx40,by which can reduce the oxidative
stress , inflammatory factors and alleviate the injuries of form and function of brain after cerebral ischemia- reperfusion injury.
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