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[ Abstract] Objective To investigate the correlation between intracellular free calcium ion concentration and
apoptosis in neurons induced by ammonia in Vitro, to explore the mechanism of ammonia intoxication. Methods
Fetal rat neurons were cultured in vitro for 7 days, Neurons were assigned to the control group, low concentration of
ammonia group, and high concentration of ammonia group. After treated for 24 h, Flow cytometry was used to count
apoptosis cells, Flluo—3/Am was used to detect the variation of calcium in neurons. Results There was significant
difference between control group and the low concentration of ammonia group. The difference was statistically
significant between the low concentration of ammonia group and high concentration of ammonia group. Conclusion
Ammonia might induce apoptosis of fetal rat neuron in vitro; there is striking correlation between intracellular free
calcium ion concentration and neuronal apoptosis induced by ammonia.
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Fig. 1 The apoptosis of cells detected by flow

cytometry
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