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Induction of apoptosis by oxygen-glucose deprivation of primary cortical neurons in vitro

WU Fei, BAI Bo, ZHANG Qiuling
(Academy of Basic Medicine,Jining Medical University,Jining 272067 ,China)

Abstract: Objective To establish an effective and convenient neuronal apoptosis model in vitro induced by ox-
ygen-glucose deprivation. Methods The cortical neurons of newborn rats'was cultured for 7 days. The whole cell
culture medium was removed and then Earle's solution with glucose or without glucose was added. The glucose-free
Earle’s solution was sealed with sterile paraffin liquid. The damage of neurons were observed by MAP-2 fluorescent
staining, while the neuronal death and apoptosis were investigated by LDH release and TUNEL staining. Results
LDH release increased in a time-dependent manner, and the apoptosis could be induced by OGD as showed by
TUNEL staining. There was significant difference between OGD and control group. Conclusion It is feasible to

imitate the hypoxia ischemia of neurons in vitro which induces the apoptosis via culturing with glucose-free Earle’s
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solution and sealing with sterile paraffin liquid.
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FEW 4% 2 T W A2, 0. 3% Triton-X100 i i
LR, Ho O, 35t #8812 S A 9 B, 520 BSA 3
P I BE R 1 100 B 28 o0 R 5 1 0 AL T
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