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Benifits of ellagic acid for rats with cerebral ischemic stroke
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ABSTRACT: AIM To evaluate the efficacy of ellagic acid in modulating oxidative stress of ischemic brain via
PGC-1a/Nrf2 pathway. METHODS  SD rats were randomly divided into sham group, model group, and ellagic
acid groups for low-dose, medium-dose, high-dose ellagic acid uses (50, 100, 150 mg/kg). Rats in model
received middle cerebral artery occlusion ( MCAO) operation to simulate cerebral ischemia. At the end of
modeling, ellagic acid was given by gavage once dialy for seven days. The rats were subjected to the observation of
neurological function, cerebral infarction volume, pathological changes of brain tissues, determinations of MDA
content and SOD activity, and identification of cell apoptosis and PGC-1a/Nrf2 protein expressions. RESULTS
ellagic acid administration improved nerve function impairment, reduced cerebral infarction volume, ameliorated
the histopathological damage, reduced the number of apoptotic cells, decreased the level of MDA, and increased
SOD activity and expressions of neuron PGC-1a/Nrf2 protein. CONCLUSION ellagic acid can reduce cerebral
ischemia injury by suppressing oxidative stress via PGC-1o/Nrf2 pathway.
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Fig.1 Brain tissues of rats by HE staining ( X200, n=8)
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Fig.2 Levels of oxidative stress in brain tissues of rats (n=8)
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Fig. 3 Effect of ellagic acid on the number of TUNEL

positive cells of MCAO rat models ( x400, n=8)
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Fig. 4 Effects of ellagic acid on the number of TUNEL
positive cells of MCAO rat models (n=8)
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Fig. 5 Effects of ellagic acid on the expressions of PGC-1a and Nrf2 proteins in MCAO rat models (rn=8)
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