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Antioxidant Effect of Crataegi Fructus Extract on the Oxidative Stress
of Reactive Oxygen Species in Cultured Human Skin Fibroblast

Young Mi Lim, Byoung Ryun Kim*, Gi Youn Hong's

Department of School of Medicine, Wonkwang University Graduate School,
1: Department of Obstetrics and Gynecology, School of Medicine, Wonkwang University

This study was done to evaluate the antioxidant effect of Crataegi Fructus (CF) extract on the oxidative stress
induced by reactive oxygen species (ROS), The human skin fibroblasts (Detroit 551) were cultured with various
concentrations of hydrogen peroxide (H202). The cytotoxicity of H2O»-induced oxidative stress was performed by XTT
assay for the cell viability according to the dose- and time-dependent treatment. For the protective effect of CF extract
on H,O»-mediated oxidative stress, cell viability, lactate dehydroganase (LDH) activity, and ferric thiocyanate (FTC)
assay for the inhibitive activity of lipid peroxidation on CF extract were carried out. In this study, H2O.-mediated
oxidative stress was decreased cell viability dose-, and time-dependent manner and increased LDH activity compared
with the control in these cultures. In the protective effect, CF extract increased cell viability and decreased LDH activity
on H:O--mediated oxidative stress, especially, CF extract has antioxidant effect by the showing the inhibitive activity
of lipid peroxidation by FTC assay. From these results, It is suggested that H-O»>-mediated oxidative stress was highly
toxic, and also, CF extract showed the protective effect on HO.-mediated oxidative stress by showing the increased
cell viability, decreased LDH activity and lipid peroxidation inhibition in these cultures.
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Fig. 1. The XTT values of cultured human skin fibroblasts treated
with various concentrations of hydrogen peroxide(H202) for 8hours.

The data indicate the mean+SD for triplicate experiments. Significantly different
from control. *p<0.05
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Fig. 2. The human skin fibroblasts were cultured in the media
containing hydrogen peroxide(H202) for 4, 8, and 12hours,
respectively. Cell viability was determined by XTT assay. The data indicate the
mean+SD for triplicate experiments. Significantly different from control. *p<0.05
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Fig. 3. Cultured human skin fibroblasts were preincubated with 90
&120 ug/ml CF extract, respectively. The values were determined by XTT
assay in cultured human skin fibroblasts. The data indicate the mean+SD for
triplicate experiments. Significantly different from H,O.—treated group. *p<0.05
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Fig. 4. Cultured human skin fibroblasts were preincubated with 120,
160 ug/ml CF extract, respectively. The values were determined by LDH
activity assay in cultured human skin fibroblasts. The data indicate the mean+SD
for triplicate experiments. Significantly different from H,O2-treated group. *p<0.01
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Fig. 5. The activity of lipid peroxidation on 45~180 ug/ml CF
extract. The values were determined by ferric thiocyanate(FTC) assay. The data
were expressed as % of control and indicate the mean=SD for triplicate
experiments. Significantly different from control. *p<0.05, *+p<0.01
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