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Effects of EGCG on proliferation of Th17 cell and inflammatory factors in vitro
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Abstract; Objective To explore the effects of epigallocatechin-3-gallate(EGCG) on proliferation of Th17 cells and the contents
Splenic CD4 " T cells in BALB/c mice were activa-
ted and divided into control group(without EGCG) and experiment groups(with 100,200,400 ng/mL EGCG respectively). Each
group was incubated for 72 h. Th17 cells were measured by flow cytometry(FCM) method. The levels of 11.-17 and TNF-¢ mRNA

were detected by real time-PCR. The levels of 11.-17 and TNF-« in supernatant were determined by enzyme-linked immunosorbant

of interleukin-17(I.-17) and tumor necrosis factor-a( TNF-¢) in vitro. Methods

assay(ELISA). Results

supernatant protein levels of 1.-17 and TNF-¢ in a dose-dependent manner. Conclusion

growth and the expression of 1L.-17 and TNF-q in vitro.
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EGCG could inhibit the growth of Th17 cells. In addition, EGCG could also decrease the mRNA and the

EGCG can significantly inhibit Th17 cell
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