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The effect of simvastatin on the expression of tribbles in HUVECs with LPS treatment
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Abstract:Objective To explore the expression of TNF-a and Tribbles mRNA in HUVECs with LPS treatment
and the effect of simvastatin on them. Methods HUVECs were cultured and divided into the following experimen-
tal groups: control group, LPS group(100ng/mL), simvastatin group (5pg/mL) , and LPS(100ng/mL)+ simvas-
tatin(5pg/mL) group for 12h and 24h respectively. The expression of TNF-o, Trbl, Trb2, Trb3 mRNA in HU-
VECs with LPS treatment after 12h and 24h was measured using real— time quantitative PCR . Results Compared
with the control groups , the expression of TNF-a, Trbl and Trb3 mRNA was significantly increased in LPS
groups (P<C0. 05). However, the expression of TNF-qa, Trbland Trb3 mRNA was statistically decreased in LPS
and simvastatin groups compared with LPS groups, ( P<(0. 05). Conclusion Simvastatin could inhibit the expres-
sion of TNF-q,Trbl, Trb3 in HUVECs induced by LPS.
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