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Abstract Objective

Li Xiaojing Li Tao et al

230022)

To investigate the effects of tumor necrosis factor-stimulated gene 6 (TSG-6) on apoptosis of

Fibroblasts derived from keloid were cultured

with different concentration of thTSG-6 (0 50 100 200 400 ng/ml) in vitro. MTT assay was used to detect the in—
hibitory effect of thTSG-6 on the proliferation of KFs and then ICg, value was calculated. Cell apoptosis was deter—
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mined by flow cytometry. The expression levels of IkBa p-dkBa cleaved-Caspase3 and Caspase8 were determined
by Western blot respectively. NF-«B activity was assessed by electrophonetic mobility shift assay (EMSA). Re-
sults thTSG-6 showed proliferation inhibition effect against KFs and 1Cs, value of rhTSG-6 to KFs was nearly 300
ng/ml. After treated with thTSG-6 at the concentration of 300 ng/ml for 48 h the rate of apoptosis of KFs was in—
creased (P <0.05). The expression level of cleaved—caspase 3 and caspase 8 were significantly increased in
thTSG-6 treated group. In the other hand the whole p-dkBa level was significantly reduced upon rhTSG-6 treat—
ment with marked increase in IkBa levels. NF—«B activity was decreased significantly compared to the control
group. Conclusion The data suggest that TSG-6 may induce cell apoptosis in KFs via inhibiting the activation of
NF—«B pathway
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