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Effect of Oxymatrine on Cell Proliferation, Apoptosis, Cell Cycle and ERKI1 Expression of the Fibroblasts Derived from
Hypertrophic Scar and Keloids
Hospital, Beijing 100191, China

[ Abstract]
from keloid ( KFb) , hypertrophic scar (HFb) , and normal skin (NFb). At mean time, to observe the differences in cell proliferation
Methods KFb, HFb and NFb were derived from

patients and then cultured in vitro. MTT were used to examine cell proliferation. Flow cytometry and FITC-Annexin V-PI doubled

Wu Jiangqun, Nie Xingjiu, Qin Zelian. Department of Plastic Surgery, Peking University Third
Objective To study the effects of oxymatrine (OM) and hydrocortisone ( HC) on the function of the fibroblasts
apoptosis, cell cycle and the expression of ERK1 among KFb, HFb, and NFb.
staining were employed to analyze cell apoptosis, cell cycle, and the expression of ERKI. Results OM decreased cell proliferation
of KFb, HFb and NFb (inhibition rates were 12% , 14% , and 10% , respectively) but increased apoptosis by 72% in KFb. HC
decreased cell proliferation of KFb, HFb and NFb (inhibition rates were 21% , 21% and 15% , respectively), but increased cell
apoptosis of KFb, HFb and NFb by 184% , 121% , and 148% , respectively. Above data were significant in statistics. There were no
any difference in cell cycle and ERK1 expression among the groups. Conclusions Similarly with HC, OM can control keloid and
hypertrophic scar by suppressing fibroblast proliferation and inducing cell apoptosis.
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