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Abstract

An established model of ageing in mice was established and immunostaining techniques was adopted to study the

Objective:To observe the protective effect of ganglioside GM1 on hippocampal neurogenesis. Method:

effect of GMI on the proliferation, long—term survival and neuronal differentiation of hippocampal progenitors that
had been injured by D —galactose. Result: D —galactose induced neuronal injury and reduced neurogenesis in
hippocampal CA1,CA3 and DG subfields. TUNEL—positive neurons distributed in the juncture between granular cell
layer and hilus, where neural progenitor cells exist. GM1 treatment significantly increased the proliferation and

long—term survival of hippocampal progenitor cell. Conclusion: GM1 can exert anti—ageing effect through promoting

N
s

hippocampal neurogenesis.
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