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Effect of tea polyphenol on intracellular calcium concentration of primary hippocampal neurons and its mechanism in mice

YAN Fei—ping, CHEN Chen, LI Zhi—lei, HUO Guo—jin, FENG Yi, BAI Lei. Department of Neurosurgery, Yulin Municipal First
Hospital, Yulin 719000, China

[Abstract] Objective To investigate the effect of tea polyphenol on the intracellular calcium concentration of primary
hippocampal neurons and its mechanism in the mice. Methods The primary hippocampal neurons were isolated from the brain of C57BL/
6] male mice and randomly divided into control group, in which the hippocampal neurons were cultured in the conventional incubator,
ischemia reperfusion group, in which the hippocampal neurons were cultured by oxygen— glucose deprivation/reperfusion method
simulating ischemia reperfusion injury, and tea polyphenols group, in which the hippocampal neurons were treated with 4 mg/ml tea
polyphenol 3 hours after incubation in the hypoxic incubator, and then cultured in the conventional incubator. The intracellular calcium
concentration, expression of Cavl.2 and function of L—type calcium channel in the hippocampal neurons were determined in all the
groups respectively by flow cytometry, Western blot and Whole—cell model. Results The intracellular calcium concentration, level of
Cav1.2 expression and function of L— type calcium channel in the hippocampal neurons were significantly lower in the control group than
those in tea polyphenol group (P<0.05), which were significantly lower than those in the ischemia reperfusion group (P<0.05).
Conclusion It is suggested that tea polyphenols may decreases the intracellular calcium concentration of the primary hippocampal
neurons probably by inhibiting the level of Cav1.2 expression and the function of L-type calcium channel in the mice with ischemia
repekusion injury.

[Key words] Tea polyphenols; Ischemia reperfusion injury; Mice; Primary hippocampal neurons; intracellular calcium
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