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Abstract:Objective To investigate the possible mechanism of ferroptosis induced by baicalin in hepato-
cellular carcinoma HepG-2 cells. Methods This research adopted the different concentrations (10,20,30,40,
50,60,70,80,90,100 mol/L) of baicalin HepG - 2 of liver cancer cells within 24 h,determined by tetramethyl
azazole blue colorimtric method was used to detect the cell vitality and calculate the half inhibitory concentra-
tion (IC;y). According to 1Cs, » the cells were divided into control group (baicalin concentration=0 pmol/L),
25 pmol/L baicalin treatment group and 50 pmol/L baicalin treatment group. Glutathione (GSH) level was
measured by GSH kit. Western blot test was used to detect the expression levels of ferroptosis-related proteins
cystine-glutamate antiporter subunit (xCT) ,glutathione peroxidase 4 (GPX4) and divalent metal transporter
1 (DMT1) in after each group. The intracellular reactive oxygen species (ROS) level was detected by DCFH-
DA probe. The changes of cell viability and GSH level after co-treatment with baicalin and ferroptosis inhibi-
tor Ferrostatin-1 were determined. Pearson correlation was used to analyze the correlation between the intra-
cellular GSH level and baicalin concentration in HepG-2 cells. Results The viability of HepG-2 cells was sig-
nificantly decreased with the increase of baicalin concentration. Baicalin could reduce the GSH level in HepG-2
cells, down-regulate the expression levels of xCT and GPX4 proteins, up-regulate the expression level of
DMT1 and increase the level of ROS. Ferrostatin-1 could effectively inhibit the ferroptosis induced by baica-
lin, which was mainly reflected in the recovery of cell viability and GSH level. Pearson correlation analysis
showed that intracellular GSH level was negatively correlated with baicalin concentration in HepG-2 cells
(P <C0. 05). Conclusion Baicalin can down-regulate the protein expression levels of GPX4 and xCT and up-regulate

the expression level of DMT1,induce a large amount of ROS and lead to ferroptosis in hepatocellular carcinoma HepG-
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