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Protective effect of astragaloside IV on 6—-OHDA-induced oxidative stress injury in PC12 cells via activation of JAK2/STAT3
signaling pathway
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[Abstract] Objective To investigate the effect of astragioside IV (AS IV) on the 6— hydroxydopamine (6— OHDA)- induced
oxidative stress injury in PC12 cells. Methods PC12 cells were cultured in vitro and the 6-hydroxy dicamine (6-OHDA) was used to
cause oxidative stress injury in the PC12 cells. The PC12 cells were randomly divided into 4 groups: (Dcontrol group, the PC12 cells
were cultured in medium without any drugs; @6-OHDA group, the PC12 cells were treated by 6-OHDA for 24 h at a final concentration
of 100 pmol/L; @low, medium, and high dose AS IV groups, the PC12 cells were treated by AS IV for 24 h at a final concentration of 25,
50, 100 pmol/L, respectively, and then treated by 6= OHDA for 24 h; ) Ag490 group, the PC12 cells were trated by AG490 (JAK2 /
STAT3 signaling inhibitor) for 16 h at a final concentration of 20 pmol/L, then treated by AS IV for 24 h at a final concentration of 100
pmol/L, and finally treated by 6-OHDA for 24 h. CCK8 method was used to detect the cell survival rate. Cytometry was used to detect
the cell apoptosis rate. Enzyme—linked immunosorbent assay was used to detect the cell supernatant levels of superoxide dismutase
(SOD) and malondialdehyde (MDA). Western blotting was used to detect the protein expression levels of p—JAK2 and p—STAT3. Results
After 6-OHDA treatment, the survival rate of PC12 cells significantly reduced, and the apoptosis rate significantly increased, the SOD
level in cell culture medium significantly reduced, the MDA level significantly increased, and the expression levels of p~JAK2 and p-
STATS3 protein significantly reduced. AS IV pretreatment significantly reversed the effect of 6-OHDA on the PC12 cellsdose—dependent
manner. AG490 pretreatment significantly reversed the effect of AS IV. Conclusions 6-OHDA treatment can result in oxidative stress
injury in PC12 cells and then cause cell apoptosis in PC12 cells. AS IV pretreatment can significantly inhibit the 6- OHDA-induced
damage to PC12 cells by activating JAK2 / STAT3 signaling pathways.
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