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Effect of Methylglyoxal on the Apoptosis of Osteoblastic Cells by ROS — MCU Signaling Pathway.
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Abstract Objective To explore the effect and mechanism of methylglyoxal (MG) on osteoblast apoptosis through ROS — MCU sig-

naling pathway. Methods

Logarithmic growth phase MC3T3 - E1 were divided into 4 groups: control group, MG group, NAC group,

NAC + MG group. Cell viability was evaluated by MTT assays. The apoptosis rate was analyzed by flow cytometry and TUNEL assays. The

protein expression level of MCU was detected by western blotting. Results

As compared with control group, MG decreased the number of

viable cells. Flow cytometric analysis, TUNEL staining showed an increase in the incidence of apoptosis. What's more, MG increased the

expression of MCU. As expected, NAC pretreatment greatly improved the viability of cells exposed to MG and attenuated MG -

apoptosis. Furthermore, NAC treatment markedly decreased level of MCU. Conclusion

regulating ROS — MCU signaling pathway.
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MG induced osteoblast apoptosis, possibly by
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