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Study on Bone Marrow Mesenchymal Stem Cells in the Treatment of
Cerebral Ischemia— Reperfusion Injury in Rats
WU Jiang, YANG Chun - xiao, WU Yun, WANG Wei— zhi
( Dgpartment o Newology, the Affiliatal Second Hogp ital ¢ Harbin Malical University, Harbin 150086, H eilongiang, China)
ABSTRACT Objective: To investigate the mechanism of mesenchymal stem cells (MSCs) treating cerebral Ischemia— reperfusion ir
jury of wistar rats. Methods: 20 Wistar rats were randomly divided into contwl group, MSC- treated group. One day after the reperfusion, 1
x10° MSC were injected via tail vein and the same dose of the PBS was given to the control group. Cerebral ischemia reperfusion model was estalr
Ished with the suture method. 8 days reperfusion was given to the rats, after 2 hours of middle cerebral artery occlusion (MCAQ) , whose cere
bral tissues were obtained. The neurological deficits of the rats were evaluated by the blind investigator of the research every day with the modiied
neurological Severiy Score Points. The MSC were detected by Laser Scanning Confocal Microscopy and the basic fibroblast growth factor ( bFGF)
expression was detected by immuno— histochemistry. Results: The score of neumlogical impairment in the MSC— treated group was significartly
lower than that in the control group ( P< 0.05) , with GFP and bFGF immunochemical stain positive cells around the ischemic brain. Conclur
sion: MSC given via tail vein can promote motor function recovery of cerebral Ischemia reperfusion rat. The increase of expression may be one of

the MSC' s neuro— pwtective mechanisms.
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