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Activation of ERKS involving oxidative stress following cerebral

ischemia and reperfusion in rat hippocampus
WANG Rui—min, ZHANG Guang— yi, HU Gang, et al
(Department of Phammacology, Nanjing Medical University, Nanjing, Jiangsu 210029, China)

Abstract: Objective To determine whether extracellular— signal regulated protein kinase (ERKS) is activated in rat hip-
pocampus in response to ischemia and ischemia reperfusion ( I/ R) and to study the possible mechanism of ERKS activation.
Methods Western blot assay was used to examine the ERKS activation in the four— vessel occlusion (4— VO) model of
Sprague— Dawley rats. Antioxidant N— acetylcysteine (NAC) ip was given to the rats 20 min prior to ischemia in drug treatment
goups. Results The activation of ERKS was rapidly induced by ischemia, reached its peak at 3 min of ischemia, and then
declined gradually to the contwl level. Dunng the course of I/ R (ischemia for 15 min, reperfusionfor 10 min to 24 h), the ac-
tivation of ERKS was continuous and reached its peak at 30 min. The level of ERKS protein was not altered significantly under
ay of the above experimental conditions. NAC evidently inhibited ERKS activation both durning ischemia and I/ R in a dose—
dependent mamner. Conclusion ERKS activation is involved in cerebral ischemia, and the activation is closely associated with
reactive oxygen species ( ROS) in rat hippocampus.
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