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Effects and related mechanisms of preconditioning with puerarin
on hippocampus CA1l region neuronal injury after

focal cerebral ischemia-reperfusion
Yin Xueli' Gui Li® Li Zhen'
(' Dept of Physiology *Dept of Integrated Laboratory School of Basic Medical Science
Anhui Medical University Hefei 230032)

Abstract Objective To observe the effect of puerarin preconditioning on hippocampal CA1 region neuronal injury
and further explore its mechanisms. Methods 30 male Sprague-Dawley rats were randomly assigned into sham
model and puerarin preconditioning ischemia—reperfusion groups. The middle cerebral artery was occluded for 60
min by an intraluminal filament before reperfusion to induce transient focal cerebral ischemia reperfusion rats. Puer-
arin preconditioning groups rats received puerarin (100 mg/kg i.p) 1 h before ischemia. The histological changes
of hippocampal CA1 region neurons were measured by HE staining on the 5th day after reperfusion. The expressions
of Caspase-3 and Caspase-9 proteins in the CAl region were examined by immunohistochemistry staining. Results
The results of HE staining showed that compared with the model group puerarin preconditioning significantly re—
duced the number of cerebral ischemia induced injury of hippocampal CA1 region neurons(P <0. 05). Immunohis—
tochemistry data showed that the expressions of Caspase-3 and Caspase-9 in the hippocampal CA1 region of puerarin
preconditioning group were significantly lower than that of model group(P <0.05). Conclusion The results indi—
cate that puerarin preconditioning 1 h before ischemia exerts neuroprotective effects on focal cerebral ischemia—
reperfusion induced neuronal injury. The neuroprotective mechanisms of puerarin may attribute to inhibiting the ex—
pressions of Caspase3 and Caspase-9 protein.
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