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[ Abstract ]

cal cerebral ischemia (FCI).

Objective  To investigate the effects of mild hypothermia (MH) on angiogenesis in rats with fo-
Methods

lished in male Sprague Dawley rats, which were then randomly divided into a normothermic group (N group) and a

Unilateral middle cerebral artery occlusion (MCAO) models were estab-

mild hypothermia group (MH group). Microvessel diameters, numbers of branch points and vessel areas were ana-
lyzed in cerebral microvessels at the ischemic boundary perfused with fluorescein isothiocyanate ( FITC) dextran on
the 14th day after ischemia using laser scanning confocal microscopy (LSCM) and 3D Doctor 3.5 software. Infarct
Results

tra-lateral hemisphere, microvessel diameter was significantly decreased in the ipsilateral hemisphere at the 14th day

volumes were examined with 2,35 triphenyltetrazolium chloride ( TTC) staining. Compared with the con-
post MCAO. The total number of branch points and vessel areas had increased in the ipsilateral hemisphere. Mi-
crovessel diameters, the number of branch points and vessel areas were significantly increased and infarct volumes
were significantly reduced in the MH group compared to the N group. Conclusion MH can reduce infarct volume

and improve angiogenesis at the ischemic boundary.
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