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Abstract: Objective To study the protective effect and mechanism of emodin (EM) on oxidative damage of human umbilical vein
endothelial cells (HUVEC) induced by lipopolysaccharide (LPS). Methods CCK-8 cell viability test was used to screen the
concentration of LPS induced oxidative damage model and emodin. HUVEC cells were divided into control group, model group (1
pg/L LPS), pyrrolidine dithiocarbamate (PDTC, positive drug, 10 pmol/L) group and emodin low and high dose (40, 80 pmol/L)
group, and cultured in 37 °C and 5% CO, incubator for 24 h. ELISA was used to determine the contents of nitric oxide (NO),
malondialdehyde (MDA), reactive oxygen species (ROS) and tumor necrosis factor (TNF-a) in the supernatant of each group and
the western blotting was used to detect the expression of Toll-like receptor (TLR4), nuclear factor-kB (NF-kB p65), TNF-a protein
expression in each group of HUVEC cells. Results Compared with control group, the proliferative activity of HUVEC cells in LPS-
induced model group decreased significantly, the contents of NO, MDA, ROS and TNF- o increased significantly, and the
expressions of TLR4, NF-kappa B p65, TNF-alpha and IL-6 increased significantly (P < 0.01). After different concentrations of EM
administration, the proliferation activity of HUVEC cells increased, the contents of NO, MDA, ROS and TNF-a decreased
significantly, and the expressions of TLR4, NF-kappa B p65, TNF-a decreased significantly ( < 0.05 and 0.01). Conclusion EM
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has a protective effect on LPS-induced oxidative damage in HUVEC endothelial cells, the mechanism may be related to the

regulation of TLR4/NF-kB pathway, inhibit inflammation.
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