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Inhibitory effect of VEGF on mitochondrial apoptosis in hippocampal

neurons of mice with hypoxia-reoxygenation

Zhang Yesen, Shang Yuchun, Jiang Zhiquan, Su Hexian, Zhao Yongxuan

(Department of Neurosurgery, The First Affiliated Hospital of Bengbu
Medical College , Bengbu 233004, Anhui, China)

Abstract: Objective To investigate the effect of vascular endothelial growth factor (VEGF) on the apop-
tosis of cell line HT22 and the expression of mitochondrial dynamic-related protein 1 (Drpl) in hippocampal
neurons of mice with hypoxia-reoxygenation. Methods HT22 cells in the logarithmic growth phase were ran-
domly divided into 3 groups: the control group (Control), hypoxia-reoxygenation group (Model), and Model
+VEGF group. Except for the control group, cells in other groups were treated with deficiency of hypoxia and
glucose for 6 h, and then co-cultured with hypoxia-reoxygenation for 18 h. The Model+ VEGF group was trea-
ted with VEGF 164 for 24 h after co-culture with hypoxia-reoxygenation. The cell morphology of each group
was observed under inverted microscope. Apoptosis was detected by Hoechst 33258 staining and flow cytome-

try, and Drpl expression by Western Blot. Results The control group had two or more levels of cells with

obvious bodies which were short and full, interwoven into slices and joined together. Cells in the Model group
shriveled, the cell body becoming round, with cell synapses becoming longer and intercellular connections de-

creasing under the cell microscope. Compared with that of the Model group, the cell morphology of the Model
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-+ VGEF group alleviated. Compared with the control group, the Model group had significantly increased apop-
tosis rate and expression of Drpl ( P <C0.05). Compared with the Model group, the Model+ VEGF group had

significantly decreased apoptosis rate and expression of Drpl ( P <{0. 05).

Conclusion VEGF may protect

HT22 cells of hypoxia-reoxygenation by inhibiting mitochondrial apoptosis.
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FEH (YCP-100S, K ¥ Al L+ BHE A R A A 5 o
FH2ZE B (A A OLYMPUS 2 #)) ;266 B s (H
A OLYMPUS 2 &) ; it 24 M AL (2 E BD A A ;
DYY-7B BES 2 i HL UK A (3E 8l Bio-Rad 24 W) ;
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B T SR AT SR AN A R L R 2 E R AN I B R L
PBS 1 ¥E 40 5 (2 W) » DMEM JC A 55 35 3 fin A 84
FRIL ARG AR 94 %N, +5%CO, +1%0, ) 37 C
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