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[ Abstract] Objective
tion (OGD) caused rat pheochromocytoma cells (PC12) injury. Methods PC12 cells were differentiated into
neuron-like PC12 cells by nerve growth factor (7S-NGF) and then incubated in 5% CO,+95% N, for 1,6,12,
24 and 48 h. MTT method was used to detect the most obvious time of cell injury. OGD- injured PC12 cells
were treated with 1 pmol/L, 5umol/L and 10pmol/L propofol respectively, and the propofol concentration

To investigate the effect and mechanism of propofol on oxygen-glucose depriva-

which had most significant effect on cells was obtained by using the MTT method. The cells were randomly di-
normal control group,OGD group and OGD~ propofol group. The effect and mecha-
After PC12 cells
OGD injury for 12 h,the injury of about 70% cells was observed;after 10umol/L propofol treating the cells,

vided into three groups:

nism of propofol were evaluated by immunocytochemical staining and Western blot. Results

the cellular viability increase was most significantly (P<C0. 01). The expression of phosphorylated SAPK/JNK
and c-Jun in the OGD-+ propofol group was significantly lower than that in the OGD group (P<C0. 05). Con-
clusion Propofol protects OGD injured PC12 cell through SAPK/ JNK-c-Jun signal pathway.
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