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Neuroprotective effect of Exendin-4 on cerebral ischemia / reperfusion injury induced by MCAO reperfusion
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[Abstract] Objective To investigate the neuroprotective effect of exendin-4, a GLP-1 receptor agonist,
on cerebral ischemia / reperfusion injury induced by middle cerebral artery occlusion (MCAQ) reperfusion in
rats. Methods SD rats were given exendin-4 intraperitoneally 1h before operation, and MCAOQ reperfusion in-
jury was operated. Neuroprotective effect was valued after 24h of reperfusion through neurologic deficit score,
infarct size, survival count of neuron and microglial. Infarct size was counted by TCC staining. Survival count
of neuron and microglial cells were analyzed by immunofluorescence and the expression levels of correlative
protein about apoptosis pathway were tested by western blot. Results Exendin-4 could protect the cerebral is-
chemia / reperfusion injury caused by MCAO reperfusion, reduce the infarct volume and the expression levels
of apoptosis protein in cortex, and inhibit neuron apoptosis. Conclusion Exendin-4 had neuroprotective effect
on cerebral ischemia / reperfusion injury induced by MCAO reperfusion, which could inhibit neuron apoptosis
by inhibiting the production of apoptotic protein.
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