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Conditional medium from electric pulse—stimulated C2C12 skeletal muscle cells reverses insulin resistance
and endothelial dysfunction in endothelial cells

ZHAO Yi-he, ZHANG Chang, NIU Wen-yan

(Department of Immunology, Tianjin Medical University, Tianjin 300070, China)

Abstract Objective: To explore the effects of conditional medium from electric pulse—stimulated C2C12 myotube on endothelial insulin
resistance and dysfunction. Methods: The supernatant of normoxic and hypoxic 3T3-L1 adipocytes were collected as conditional medium
CM-N and CM-H, respectively. The supernatant of pulsed electrical-stimulated C2C12 myotube was collected as conditional medium CM-
EPS. Endothelial cells were incubated with CM-N, CM—H and CM—EPS for 16 hours, respectively. The phosphorylation of Akt, eNOS, IKK
and NF-xB in endothelial cells were analyzed by Western blot. Results: The phosphorylation of Akt and eNOS were increased significantly,
and the phosphorylation of IKK and NF-xB were reduced under CM—H treatment, which were reversed by adding CM—-EPS. Conclusion:
CM-EPS can reverse insulin resistance in endothelial cells and improve endothelial dysfunction induced by CM—-H.
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Fig1 The phosphorylation of Akt S473 in endothelial cells
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