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Abstract Objective: To study the time-effect of Tanshinone [ A on autophagy of oxidative stress human um-
bilical vein endothelial cells (EA. Hy926) model induced by ox-L.DL. Method: D MTT method was used to observe
the effect of different concentration of ox-ILDL and tanshinone [l A on EA. Hy926 cells proliferation. We figured
out these concentrations of ox-LLDL and tanshinone [l A. @ Fluorescence and Western blot were observed the ex-
pressions of autophagy marker protein LC3 at 6 h, 12 h and 24 h. Result; One hundred mg/L. ox-LLDL caused sig-
nificantly oxidative stress damage in human umbilical vein endothelial cells for 24 h, but tanshinone Il A reduced
the oxidative injury induced by ox-LLDL.. L.C3/DAPI staining found that in the tanshinone [[ A group LC3 autoph-
agy bodies formation were increased at 6 —24 h, peaked at 12 h, when compared with the model group. Western
blot found that autophagy marker protein ILC3A/B expression was increased obviously at 12 h in the tanshinone [
A group. Conclusion: Tanshinone [[ A affects the autophagy of oxidative stress EA. Hy926 cells modle with time-
effect. Tanshinone [[ A protects EA. Hy926 cells from oxidative damage by autophagy upregulation.
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Figure 1  Effects of different concentrations of ox-LDL on

the proliferation of EA, hy926 cells
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Figure 2 The effects of different concentration of ox-LDL on MDA content and SOD activity of EA. hy926 cells
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Figure 3 Effect of different concentrations of tanshinone [

A on the proliferation of EA, hy926 cells
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