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Antioxidative effects of puerarin on HaCaT cells damaged by UVB"
Huang Mianging ,Yang Zhaoxin ,Yao Maozhong , Tian Shuhong , Fu Jian®
(Hainan Medical College  Haikou, Hainan 571101, China)
To investigate the antioxidative effects of different treatments of puerarin. Methods

HaCaT cells were

treated by 30 mJ/ecm” of UVB and 1. 0 mg/mL of puerarin, then were divided into 5 groups, including control group, modeling

Abstract: Objective

group, pre-treated , post-treated, pre- & post-treated by puerarin groups. Cells were harvested after 24 h of UVB irradiation. Reac-
tive oxygen species(ROS) , super oxidative dismutase(SOD) , glutathione peroxidase(GSH-Px) ,catalase(CAT) ,total antioxidant ca-
pacity(T-AOC) and malondialdehyde (MDA) were detected. Results On the contrary to ROS and MDA, the levels of T-AOC,
CAT,GSH-Px were elevated in the pre-treated and the pre- & post-treated groups(P<C0. 05). Except SOD increasement, the other
indicators were showed no change in the post-treated group(P>>0. 05). Conclusion Puerarin shows different antioxidative effects in

the three kinds of treatments. Preventive and therapeutic treatment of puerarin exerts the best influence on antioxidation, whereas

therapeutic treatment is the worst.
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