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Effect of B-amyloid protein on hippocampal neuronal damage induced by adenosine triphosphate of rats

LI Xiao-juan, BAI Rui-ying, GUO Zhi-yue, LI Cheng-zhang, WANG Xiao-fang, WANG Ya-li

(Department cf Physiology and Neurobiology, Xinxiang Medical University, Xinxiang 453003, Henan Province, China)
Abstract:

Objective To explore the effect of B-amyloid protein (AB) on hippocampal neuronal damage induced by a-

denosine triphosphate (ATP) of rats and their interaction. Methods The fetal rats were taken from rats which gestated for 18
days and then were decollated to take the hippocampus. The hippocampus was proceeded primary culture, and then the study
were divided into normal control group, ATP group, AR group, ATP + AR group and Suramin group. Trypan blue staining was
used to count the cell survival rate; whole-cell voltage-clamp was used to record membrane currents and calcium imaging sys-
tem was used to detect the concentration of intracellular Ca’* . Results There were statistic differences of cell survival rates
between ATP, AR, ATP + AB group and control group (P <0.05) ;there were statistic differences of cell survival rates between
ATP + AB group and Suramin group (P < 0. 05) . There were statistic differences of whole-cell currents between ATP + AR
group, without Ca’" perfusate group and ATP group (P <0.05) ;there were statistic differences of whole-cell currents between
Suramin group and ATP + AR group (P <0.05) . Compared with hefore giving drug,the F,, /F,, ratio of ATP group increased
(P <0.05) ; compared with ATP group,the F,, /F., ratio of ATP + AR group increased (P <0.05) ; compared with ATP + AB
group, the F,, /F, ratio in Suramin group decreased (P <0.05) . Conclusion AB may cause significant calcium overload by
activating the ATP receptor channel and induce the more severe cell damage.
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Fig.1 Effect of ATP and AB on hippocampal neurons of rats ( x400)
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Fig.2 Whole-cell currents induced by ATP and A
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Fig.3 Changes of Ca’* concentration in intracellular
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