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[Abstract] Objective: To investigate the protective effect of astragaloside IV on high glucose-induced
ferroptosis in human podocytes (HPC) by reducing the occurrence of lipid peroxidation. Methods: The cells
were divided into control group (5.5 mmol/L. D—glucose), model group (30.0 mmol/L. D—glucose), low dose group
(30.0 mmol/I. D—glucose+10.0 pmol/L. AS-1IV) and high dose group (30.0 mmol/l. D—glucose+40.0 pmol/L. AS-1V).
The cell viability was calculated by CCK-8. The protein levels of cleaved Caspase-3, PTGS2 and GPX4 were
detected by Western blotting. The apoptosis was observed by Hoechst staining, and the levels of MDA, SOD,
CAT and GSH-Px were detected. Results: Compared with the model group, the cell survival rate increased in
low dose group and high dose group (P<0.05), and the expression level of cleaved Caspase-3 decreased in
high dose group (P<0.05). Hoechst staining showed that the apoptosis rate decreased in high dose group (P<
0.01). The levels of MDA decreased in low dose group and high dose group (P<0.01), and the levels of SOD
increased in low dose group and high dose group (P<0.01). The levels of CAT and GSH-px in increased in
the low dose group and high dose group (P<0.05 or P<0.01). The expression level of PTGS2 decreased in low
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dose group and high dose group (P<0.01), while the expression level of GPX4 protein increased in high dose

group (P<0.01). Conclusion: Astragaloside IV may reduce the ferroptosis of glomerular podocytes induced by

high glucose according to inhibiting the occurrence of lipid peroxidation.
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