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Global cerebral ischemia was induced by 5 min of cardiac arrest and resuscitation (CAR)
in male rats with or without acute glucose administration (2g/kg i.p.). Two weeks after
the CAR, the brain was extracted and brain slices were prepared. Microglial activation,
neuronal and axonal injuries, and RAGE (receptor for advanced glycation end products)
expression were detected in the hippocampal CAl region in both groups, i.e., a
glucose—administered group and a vehicle—administered group, but the statistically
significant differences of those were not detected between the two groups. Neurologic
deficit scores, which can detect functional damage in the brain, were similar in the both
groups. I assume that the reason is due to the fact that sample size was not enough or
that CAR alone caused rather hyperglycemia.
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