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[Abstract] Objective

Alzheimer's disease rat. Methods

To explore the effect of glial cells on cerebral neuron damage induced by amyloid beta protein(AB) in
20 male Wistar rats were randomly divided into the control group and the model group, 10 cases
in each group The gel state AR(10 pg) was injected into the rat’s bilateral hippocampus in the model group,while the control group
was injected with normal saline;the Morris water maze test was performed to assess the rat’s learning and memory ability; the thio-
nine stain was used for observing the morphology and quantity of cerebral cortex neurons;the enzyme linked immunosorbent assay
(ELISA) was adopted to detect the serum tumor necrosis factor alpha( TNF-¢) and interleukin 1 beta(IL-18) levels; the immuno-
histochemical was used to detect the expression of glial cell and glial fibrillary acidic protein (GFAP). Results The various indexes
in the model group were significantly lower than those in the control group(P<C0. 05) ; the quantity of cerebral cortex neurons in the
model group was significantly decreased compared with that in the control group(P<C0. 01) ;the ELISA results showed that the lev-
els of TNF-q and IL-18 in the model group were significantly higher than those in the control group(P<C0. 05) ; the immunohisto-
chemistry showed that the number of GFAP positive cells in the hippocampus in the model group was significantly more than that in
the control group(P<C0. 05). Conclusion AR might activate the glial cells and promote the release of inflammatory cytokines, which

causes the damage of rat cerebral neurons and leads to decrease the rat’'s learning and memory ability.
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