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[ Abstract] Objective: To observe the effects of high triglyceride (HTG) on apoptosis of human aortic smooth muscle cells
(HASMC) and inflammatory factors interleukin-6 (IL-6) and tumor necrosis factor o ( TNF-a ). Methods: HASMC was treated with
different concentrations of triglyceride (TG) for 24h. The cell inhibition rate was detected by MTT assay, cell apoptosis was detected by
flow cytometry, protein expression of B-cell lymphoma-2 (Bcl-2) and Caspase-3 was detected by Western blot, and the levels of 1L-6
and TNF-a were detected by enzyme-linked immunosorbent assay. Results; Compared with the control group,the apoptosis rate of TG
2.5 mmol/L and 5 mmol/L groups was increased ( P <0.05) ,and the apoptosis rate of TG 5 mmol/L group was higher than that of 2. 5
mmol/L group (P <0.05) ,there was no statistical difference in the apoptosis rate of TG 1 mmol/L group (P >0.05). After TG treat-
ment, Bel-2 protein expression was decreased in 2.5 mmol/L and 5 mmol/L groups (P <0.05) ,Caspase-3 protein expression was in-
creased (P <0.05) ,the concentrations of IL-6 and TNF-a in 2.5 mmol/L and 5 mmol/L groups were increased (P <0.05) in a con-
centration-dependent manner. Conclusion ;: Medium and high concentrations TG can promote the apoptosis of HASMC and increase the
production of inflammatory factors IL-6 and TNF-a.
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