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[ Abstract |

sistent and oscillating high glucose in vitro. Methods HUVEC was incubated for continuous 7 days in 5.5 mmol/L,25 mmol/L glu-

Department

Objective To investigate the inflammatory responses of human umbilical vein endothelial cells (HUVEC)to per-

cose, oscillating high (5.5 and 25 mmol/L glucose alternating every 24 hours) and mannitol respectively. Concentration of interleukin
(IL) -6, tumor necrosis factor ( TNF)-o and intercellular adhesion molecule-1 (ICAM-1) proteins in the supernatants of cell culture
were measured by use of ELISA kit. The mRNA of IL-6 , TNF-a and ICAM-1 were evaluated by real-time quantitative PCR. Results
Persistent high glucose caused a more intense inflammatory response than normal glucose and osmotic control in HUVEC with a marked
increase of IL-6, TNF-a and ICAM-1 proteins in supernatants of cell culture( P <0.05) ,and the differences was amplified when cells
cultured under oscillating high glucose. The concentration of the three pro-inflammatory cytokines mRNA were higher in cells exposed to
oscillating high glucose than that exposed to persistent high glucose and normal glucose( P <0.05). Conclusion In cultured HUVEC,
oscillating high glucose evoked more intense inflammatory response than persistent high glucose.
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