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Effect of Stigma Maydis Aqueous Extract on Glucagon in Type 2 Diabetic Rats. Wen Xianchun, Zhou Li, Zhao Jianfei, Liu Jicheng. In-
stitute of Medicine, Qigihaer Medical College ,Heilongjiang 161042 ,China

Abstract Objective To study the effect of stigma maydis aqueous extract(SMAE) on glucagon in type 2 diabetic rats. Methods
Type 2 diabetic male Sprague — Dawley rat mode was induced by high — fat and high — sugar dietary feeds and low dose streptozotocin
(STZ). After 8 weeks of treatment, levels of fasting blood glucose (FBG) and glucagon( Glu) in serum were respectively assayed. Immu-
nohistocmical study was adopted to analyze the expression of glucagon in islet cells. Results Compared with model control group,SMAE

of middle and high dose remarkably reduced the level of FBG and Glu(P <0.05 or P <0.01) ,and significantly reduced the expression of

Glu in islet cells (P <0.05 or P <0.01). It possessed certain function of protecting pancreatic cells. Conclusion

SAME could domi-

nantly decrease FBG and Glu inserum,inhibit excessive secretion of Glu. Thus, SMAE may protect against type 2 diabetic rats.
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Establishment of a Mouse Model of Alzheimer Dementia. Wang Qinghua ,Xu Ruxiang. Department of Neurosurgery, Zhujiang Hospital ,
Nanfang Medical University, Guangdong 510282, China

Abstract Objective To establish a Alzheimer dementia( AD) model in mice. Methods The C57BL/6 mice were lesioned with
ibotenic acid in Nucleus basalis of Meynert( NBM ). Behavioral tests by eight — arm radial maze were conducted 8 weeks, and immunohis-
tochemical staining of choline acetyltransferase( ChAT) , serotonin(5 - HT) , GAD(GABA) , amyloid - Bprotein (AP) was conducted 12
weeks after NBM lesioning. Results In NBM lesioned mice, the ChAT — positive neurons, serotonin — positive neurons, and GAD — pos-
itive neurons in right NBM reduced, and ChAT - positive neurons reduced most evidently. At the same time, the ChAT — positive fibers in
prefrontal and parietal cortices decreased significantly, serotonin — positive axons slightly, accompanied by heavily AP co — expression. On
the contrary, there was no change of GAD - positive neurons in cortex. The working memory error increased significantly. Conclusion
Ibotenic acid lesioning in NBM can provide as a model of AD in that it produces deafferentation of cholinergic system and recent memory
disruption.
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