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Abstract

croglia cultured with AGEs. Methods

Objective To explore the effects of AGEs on the activation of mouse microglia and the effects of berberine on mouse mi-
The microglia were divided into four groups: control group, AGEs group, berberine group and
BSA group. The morphological changes of microglia were observed by inverted phrase contrast microscope and cell viability was evaluated
by MTT assays. Meanwhile, we adopted Enzyme — linked immunosorbent assay( ELISA) to determine the concentration of TNF — o in the
supernatant of cultured microglia and Western blot analysis to semiquantitatively detect the expression of CD68 ,RAGE and pNF — kB p65.
Results AGEs (300pg/ml) could remarkably up — regulate the expression of CD68 ,RAGE and pNF - kB p65( P <0.05) ,thus increase
the secretion of TNF — o in microglia (P =0.000) ,while had no effect on the viability of microglia. Meanwhile, berberine could down —
regulate the expression of CD68 and pNF — kB p65(P <0.05) in mouse microglia cultured with AGEs (300wg/ml) for 24h, while had no
effect on the expression of RAGE and the concentration of TNF — « in the cell supernatant. Conclusion Berberine can inhibit the activa-

tion of microglia cultured with AGEs and the mechanism may be involved with the NF — kB signaling pathway.
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