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Establishment of a high glucose-induced rat hippocampal neuronal cell model and the effect of apoptosis XU
Yongjie , LI Chengcheng ,ZHU Jinfeng et al. ( The Affiliated Hospital of Guizhou Medical University ,Guizhou Prenatal Diag-
nosis Center , Guiyang 550004 )

Abstract: Objective To induce hippocampal neurons in SD rats by different glucose concentrations and different
time of action,and establish a stable cell model of diabetic encephalopathy to investigate the effect of high glucose on hipp-
ocampal neuronal apoplosis. Methods (1) Primary culture and purity identification of hippocampal neurons. (2)The op-
timal high glucose concentration was explored ; CCK-8 method was used to detect the cell viability of hippocampal neurons.
(3) Exploration of high glucose action time under optimal concentration; Western blot was used to detect the expression of
Bel-2 and Bax. (4) Apoptosis rate of cells was detected by flow cytometry under optimal concentration and time. Results
(1) The hippocampal neurons were successfully cultured,and the purity of the neurons was 85% . (2)The survival rate of
hippocampal neurons in the 45 mmol/L group was >80% . (3)45 mmol/L-48 h was the optimal time group, the expression
of Bel-2 was decreased and the expression of Bax was increased (P <0.01). (4)The apoptosis rate of the optimal high glu-
cose group was significantly increased( P <0.01). Conclusion The high glucose concentration of 45 mmmol/L and the

action time of 48 hours are ideal cell models for diabetic encephalopathy,and high glucose can increase the apoptosis rate of

hippocampal neurons by affecting the expression of Bel-2 and Bax.
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