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Protective effect of Zhilong Huoxue Tongyu capsules against H,O,-induced oxidative injury in cells
TANG Run',ZHANG Juan' ,MA Yue,LIANG Pan’ ,REN Wei"*, YANG Sijin'"?
(1. Southwest Medical University, Luzhou 646000, Sichuan, China;
2. The Affiliated Traditional Chinese Medicine Hospital of Southwest Medical University ,Luzhou 646000, Sichuan ,China)

[ Abstract] Objective: To investigate the protective effect of Zhilong Huoxue Tongyu capsules ( hereinafter
referred to as Z1.) against H,0,-induced oxidative injury in cells. Methods; With normal H9C2 cardiomyocytes and
PC12 cells as a control ,the cells were treated with different concentrations of H,0, for 4 hours to establish a model
of oxidative injury. The cells pretreated with ZL for 24 hours before H,O, treatment were established as ZL group),
and CCK-8 assay was used to measure cell viability in each group. Results;Compared with the cells not treated by
H,0,,H9C2 cardiomyocytes treated with 400 pmol/L H,0, had the cell viability reduced to 47. 25% +4. 14%
(P<0.01) ,and PCI2 cells treated with 600 pmol/L. H,0, had the cell viability reduced to 52. 53% +4. 31%
(P<0.01). The H9C2 cardiomyocytes and PC12 cells pretreated with 10~320 mg/ml ZL had significantly higher
cell viability than the model group ( P<0.05). Conclusion:ZL exerts a protective effect against H,0,~induced oxi-
dative injury in H9C2 cardiomyocytes and PC12 cells.

[ Keywords]  Zhilong Huoxue Tongyu capsules; H,0, — induced oxidative injury; H9C2 cardiomyocyte;
PC12 cell
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