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[ Abstract ] Objective: To investigate the mitochondrial function and mitophagy in SH-SY5Y cells at
different time points after oxygen glucose deprivation (OGD) /reperfusion (R). Methods: SH-SY5Y
cells were subjected to OGD by using sugar-free DMEM and three-gas incubator. After deprivation in
the corresponding time, reperfusion (R) was performed. The cells were divided into the control group,
the 3 h/12 h group, the 3 h/24 h group, the 6 h/12 h group and the 6 h/24 h group according to
OGD/R time. The mitochondrial membrane potential changes and reactive oxygen species (ROS) lev-
els were detected by flow cytometry. The expression of mitochondrial proteins Beclinl and P62 was de-

tected by Western blot. Results; Compared with the controls, the mitochondrial membrane potential of
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SH-SY5Y cells was depolarized and the intracellular ROS content increased after OGD/R. The expres-
sion of Beclinl in mitochondrial proteins was observed in 3 h/24 h, 6 h/12 h and 6 h/24 h. The ex-
pression of P62 in mitochondrial protein increased in the 3 h/12 h group and 3 h/24 h group. Com-

pared with the OGD/R group, the mitochondrial depolarization increased and the expression of Beclinl
was higher in 3 h/24 h than in 3 h/12 h. The ROS content was the highest in the 6 h/24 h group.
Conclusion; After OGD/R in SH-SY5Y cells, mitochondrial function is impaired and mitochondrial

autophagy activity increases, and mitochondrial damage increases with the increase of ischemia time

and reperfusion time, and the mitochondrial autophagy also increases.

[ Key words | SH-SY5Y ; reperfusion; flow cytometry; reactive oxygen species; mitochondrial mem-

brane potential ; mitophagy; oxygen and glucose deprivation
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