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Ginsenoside Rgl attenuates adriamycin-induced liver injury by inhibiting oxidative stress and
inflammation in mouse hepatocytes

DING Ni, NIE Ben, XU Lijuan (Qingdao Hiser Hospital Affiliated of Qingdao University (Qingdao
Traditional Chinese Medicine Hospital) ,Qingdao 266000, Shandong »China)

Objective To investigate the mechanism of ginsenoside Rgl in alleviating adriamycin (DOX) -induced liver
injury by inhibiting oxidative stress and inflammation in mouse hepatocytes. =~ Methods A mouse model of liver injury
was established by subcutaneous injection of DOX (15 mg/kg) ,and ginsenoside Rgl was given at low (10 mg/kg) and
high (50 mg/kg) doses. Hematoxylin-cosin (H&.E) staining was used to investigate the effect of ginsenoside Rgl on liver
tissue in mice. The expression of AST and ALT in vivo; ELISA was used to detect the expression of inflammatory
factors., CCKS8 assay was used to detect the effect of Rgl on DOX-induced AMLI12 cell damage. The regulatory effect of
Rgl on DOX-induced oxidative stress was explored by detecting the expression of ROS, MDA ,GSH and SOD in vivo and
in vitro. Western blot was used to detect the expression of Nrf2, HO-1,and NQO1 proteins in the Nfr2/ARE pathway.

Results The model of liver injury was successfully established by H&E staining and the expression of AST and ALT.
The results of ELISA showed that Rgl reduced the expression of pro-inflammatory cytokine 1[.-6 and increased the
expression of anti-inflammatory cytokine 1L-10 induced by DOX. CCKS8 assay showed that Rgl could alleviate DOX-
induced hepatocyte injury. In addition, Rgl regulated oxidative stress in DOX-induced liver injury; Western blot results
showed that the expression levels of Nrf2, HO-1, and NQO1 in the Nfr2/ARE pathway were increased after Rgl
intervention,suggesting that the activation of Nfr2/ARE pathway could improve DOX-induced liver injury. ~ Conclusion
Ginsenoside Rgl can alleviate DOX-induced liver injury by activating Nrf2/ARE signaling pathway and inhibiting
oxidative stress and inflammatory response.
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NQOI1,and HO-1 in mice with DOX-induced liver
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