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Construction of oxidative stress model in vitro and observation on the protective effect of
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[ Abstract 1Objective: To observe the protective effect of thalidomide as well as its optimal time and concentration on the oxidative stress injury model de-
veloped in vitro. Methods: Oxidative stress injury model was constructed in vitro technique with lipopolysaccharides ( LPS) , and flow cytometry was used
to determine the optimal time and concentration of LPS. MTT assay was performed to determine the cytotoxic concentration of thalidomide. Then flow cy—
tomertry was used to determine the optimal pretreatment time of thalidomide and the protective effect of different concentration of thalidomide on the injury
model. Results: MTT assay showed that thalidomide concentration in between 0 and 125 mg/L produced no cytotoxic effect on human umbilical vein endo—
thelial cells( HUVECs) , for which the maximum concentration of thalidomide was selected as the reference for subsequent tests. Flow cytometry showed
that low concentration of LPS had led to apoptosis of HUVECs, and apoptosis rate was significantly increased for HUVECs treated by LPS in dose of 0. 25
mg/L and 0.5 mg/L after 24 h compared to the treatment after 6 h and 12 h( P <0.05) , and the apoptosis rate of HUVECs was up to 92% at 24 h after
LPS treatment in dose of 1 mg/L. The difference was significant in apoptosis rate as compared to the rate at 6 and 12 h after LPS treatment( P < 0.05) ,
yet was insignificant compared to the rate at 12 and 24 h following treatment( P >0.05) . The apoptosis rate of HUVECs had no difference between LPS
treatment in dose of 2 mg/L and 1 mg/L at different time point. The apoptosis rate was significantly lower than that of model group at 6 h after pretreat—
ment with thalidomide in dose of 100 mg/L ( P <0.05) , yet remained no obvious change as compared to the rate at 12 and 24 h( P >0.05) . In addition,
the apoptosis rate of HUVECs was different by pretreatment with thalidomide in dose of 100 mg/L(31.5%) from that in dose of 10 mg/L(52.6% ) and
1 mg/L(68.6%) (P <0.05). Conclusion: Oxidative stress injury model was successfully constructed, and can be used for following study purpose. Ad-

ditionally, thalidomide can produce protective effect on cell injury from oxidative stress induced by LPS, which may be good basis for following research of
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thalidomide in clinical use.
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