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Protective effect of astragalus injection against anoxia-reoxygenation injury in
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[ Abstract | Objective To evaluate the protective effect of astragalus injection against anoxia-
reoxygenation ( AR)-induced injury of human umbilical vein endothelial cells (HUVECs) and explore the
underlying molecular mechanisms. Methods HUVECs in primary culture ( 10th passage) were exposed to
anoxia (95% N,, 5% CO,) for 6 h followed by reoxygenation (20% 0,, 5% CO,) for 2 h ( AR group),
during the anoxia 5, 10 or 20 mg/ml astragalus injection was added in the cell culture. With HUVECs
maintained in routine culture as the control group, the cells with AR injury were examined for cell viability
(MTT assay) , morphology, and cell senescence (SA-B-gal staining). SOD and GSH-Px activities of the cells
were measured using ELISA, the expression of KNDC1 mRNA was detected with RT-PCR, and the protein
levels of p53, p-p53, p2l and KNDC1 were determined using Western blotting. Results  Astragalus
injection obviously abolished AR-induced inhibition of cell proliferation and suppression of SOD and GSH-Px
activities and reduced cell senescence caused by AR in a dose-dependent manner within the dose range tested
(P<0.05). AR significantly increased the expression of KNDC1 at mRNA and protein levels and upregulated
its downstream p53/p21 pathway (P <0. 05), and astragalus injection dose-dependently decreased the
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expressions of KNDC1, p53, p-p53 and p21 in the cells with AR injury (P<0.05). Conclusion Astragalus

injection can improve the viability and antioxidant capacity of cultured HUVECs with AR injury by inhibiting

AR-induced excessive activation of KNDC1/p53 pathway and suppressing cell senescence.
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