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Mechanisms of raloxifene protecting brain cells from cerebral ischemia in rats by inhibiting neuronal apoptosis
GUAN Ping ,LIU Wenjuan ,LU Pengchao ,et al. ( Tianmen First People’ s Hospital Hubei , Tianmen 431700, China )

Abstract; Objective To explore the mechanism of raloxifene protecting cerebral cells of rats with cerebral ischemia
by inhibiting neuronal apoptosis. Methods Rat middle cerebral artery embolism model was established, rat hippocampus
tissue was isolated and cultured , the protective effect of raloxifene on neurons was determined by adding calcium to neurons,
the expression of apoptosis-related eggs was determined by Western blot,and the expression levels of microRNA21 and mi-
croRNA29 in blood were determined by RT-PCR. Result The fluorescence intensity of raloxifen medium-dose group and
high-dose group decreased significantly (P <0.05). Compared with the low-dose group,the cell proliferation rate increased
significantly , the expression of microRNA-21 and microRNA-29 decreased significantly in the middle-dose group and the
high-dose group( P <0.01). The results of apoptosis-related proteins showed that caspase-3 and Apaf-1 proteins in raloxifen
group were significantly lower than those in blank group and sham-operated group ( P <0. 001 ) ; compared with low-dose
group, caspase-3 and Apaf-1 proteins were significantly higher in the middle-dose group and the high-dose group (P <
0.05). Conclusion Raloxifene can protect brain cells from cerebral ischemia by inhibiting the expression of caspase 3,
Apaf-1,microRNA-21 and microRNA-29.
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