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Inhibitory effect of EGCG on the expression of TGF-B1 and Smad4 in PLA-802 cells
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Abstract: Objective To observe the inhibitory effect of epigallocatechin-3 gallste (EGCG) on the expression
of TGF-betal and Smad4 in human alveolar rhabdomyosarcoma cell line PLA-802. Methods
domyosarcoma cell line PLA-802 was cultured and treated with EGCG at different concentration and different time

Human alveolar rhab-

points. RT-PCR and western blot were used to detect the expression of TGF-B1 and Smad4 at mRNA and protein
levels. Results The expression of of TGF-f1 and its downstream factor-Smad4 at mRNA and protein levels were
inhibited by EGCG, and the inhibitory effects of EGCG was in a concentration- and time-dependent manner ( P<<O.
05). Conclusion EGCG probably played an inhibitory effects on PLA-802 cells through inhibiting the activity of

TGF-B1 signaling pathway, which would provide an important therapeutic potential for treating human aleolar
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rhabdomyosarcoma.
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