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The Injection of 3-amyloid into Ventronl Medial Prefrontal Cortex
Impacts on Locomotor Activity in Rats

YANG Yu-feng, DENG Hai-feng, TIAN Shao-wen
( Department of Physiology ,Medical School ,University of South China ,Hengyang ,Hunan 421001 ,China)

Abstract: Objective To assess the effects of the injection of B-amyloid into ventronl medial prefrontal cortex on loco-

motor activity in rats. Methods AP1-42 was injected into infralimibic cortex of ventronl medial prefrontal cortex in ABgroup,

and 6 pg vehicle was also injected into the identical cortex in contronl cortex. The locomotor activity was examined 27days after
the administration. The sections were stained with haematoxylin-eosin(HE). Results Compared with vehicle group, though

HE-staining showed neuronal loss around the injection site,the ABgroup had no effect on the locomotor activity. ~ Conclusion

The injection of B-amyloid into ventronl medial prefrontal cortex had no effect on locomotor activity in rats.
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