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Effect of Transglutaminase 2 on Apoptosis of MG —63 Cells in Osteosarcoma Under

Oxygen — Deficient Environment

Ma Wei, Zhang Shugin, Wei Bo, Feng Xiaomin
( Department of Oncology, Liyuan Hospital of Tongji Medical College of Huazhong University of Science and Technology, Wuhan , Hubei, China  430077)
Abstract: Objective To investigate the relationship between the apoptosis of osteosarcoma MG - 63 cells and the expression of transglu-
taminase 2(TG2) under oxygen — deficient environment, and the relationship between the anti — apoptosis mechanism of TG2 and the
expression of cytochrome C and Caspase —3. Methods The hypoxia models of osteosarcoma cells in vitro were established, and then
they were divide into single hypoxia group and TG2 siRNA hypoxia group,the hypoxia time was 12 h. The levels of TG2 activity,
protein and mRNA, levels of cytochrome C and Caspase —3 protein in in nucleus and cytoplasm,and the apoptosis rate of cells were
observed. Results The levels of TG2 activity, protein and mRNA expression in nucleus in single hypoxia group were higher than those
in the TG2 siRNA hypoxia group( P < 0.05),while in cytoplasm had no statistical difference( P > 0.05). The levels of cytochrome C
and Caspase —3 in nucleus in single hypoxia group were higher than those in TG2 siRNA hypoxia group( P < 0.05),while those in
cytoplasm in single hypoxia group were lower than those in TG2 siRNA hypoxia group( P < 0.05). The apoptosis rate of cells in single
hypoxia group was significantly lower than that in TG2 siRNA hypoxia group( P < 0.05). Conclusion Under oxygen — deficient envi-
ronment, the high expression of TG2 can inhibite the apoptosis of MG —63 cells in osteosarcoma,the mechanism may be related to the

inhibition of cytochrome C and Caspase —3 transferring nucleus to cytoplasm.
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