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Expression and function of miR-124 in cerebral ischemia
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[ Abstract |Objective : To observe the change of miR—124 expression and its effect on cell cycle on cerebral ischemia in rats. Methods ;
The model of aging rats with cerebral hypoperfusion was successfully constructed by permanent occlusion of bilateral common carotid
arteries(2VO0). The expressions of miR—124 at different time points were determined and compared by qRT— PCR. Cell cycle analysis
was performed on SH-SY5Ycell line after transfection with either pre-miR—124 or scramble;cells were exposed to oxygen and glu-
cose deprivation (OGD) stress at 24-48 hours,and then analyzed by flucrescence-activated cell sorting(FACS). Results . Compared
with those of control rats, the éxpressions of miR-124and cortical blood flowfirstlydecreased then increased,and bottomed out on the
seventh dayin the 2VO rats(P=0.036). In OGD stress, overexpression of miR-124 in SH-SY5Y cell induced cell cycle arrested in G1
phase. Conclusion :miR-124 is potentially involved in rat cerebral ischemia progression which may provide a novel therapeutic strategy
for treatment of cerebral ischemia.
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Fig.1 Change of cortical blood flow at different time points
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