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Effect of short—chain fatty acids on AMPK in mouse C2C12 skeletal muscle cells
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Abstract Objective: To investigate the effect of SCFAs on AMPK in mouse C2C12 skeletal muscle cells. Methods: C2C12 cells were
incubated with different concentrations of sodium acetate, sodium propionate and sodium butyrate for 24 hours, respectively. The cell
viability was measured by MTS assay. The phosphorylation of AMPK was detected by western blot. Results: Compared with the control
group, the phosphorylation of AMPK increased under treatments with 1 mmol/L and 4 mmol/L sodium acetate, 4 mmol/L propionate and

4 mmol/L, 8 mmol/L, and 16 mmol/L. butyrate, respectively. The total protein level of AMPK was not affected. Conclusion: SCFAs

phosphorylate AMPK in mouse C2C12 skeletal muscle cells.
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Fig 1 Effects of different concentrations of sodium acetate, sodium

propionate and sodium butyrate on the viability of C2C12 cells
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Fig 2 The phosphrylation of AMPK pT172 in C2C12 cells
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