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Effect of GMI on apoptosis of PC12 cells induced by 2, 5-HD
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Abstract. Objective To study the protective effect of monosialoganglioside (GM1) on apoptosis of PC12 cells induced by 2 5-
Hexanedione (2, 5-HD ) and the potential mechanism involved. Methed As the experimental model of neurons PC12 cells were exposed
to different concentrations of 2. 5HD with or without GM1 and 1.Y294002 Cinhibitor of PI3-K). Cell viability was determined by MTT as-
say; morphological changes were observed by Giemsa method; DNA fragment was observed with agarose gel electropharesis; apoptotic ratio
of PC12 cells was determined by flow cytometry (FCM); expressions of Akt and P-Akt were detected by immunoblotting. Result GM1 can
significantly ameliorate the morphological changes of PC12 cells induced by 2. 5-HD. increase the cell viability (P<Z0. 05 increased about
36 35% almost), meanwhile, DNA fragments and apoptotic ratio decreased ( P 0. 001, decreased nearly 69. 36%¢) . Immunoblotting
showed that GM1 could increase the expression of phospho- Akt which might be blocked by LY294002. Conclusion GM1 shows pmtective
effect on apoptosis of PC12 cells induced by 2, 5-HD, which may rlated to the activation of PI3-K/ Akt pathway and its downriver events.
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