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Abstract : Objective

ly cultured rat airway epithelial cells. Methods

model of rat airway epithelial cell,the TNF-a and 11.-6 secreted by the airway epithelial cells
way epithelial cells were detected with ELISA and the expressions of TLR4 mRNA was detected with RT-PCR. Results

To study the influence of theaflavin on the expressions of TLLR4 and release of TNF-q and IL-6 in primari-

Lipopolysacchride(LLPS) was adopted to establish the in vitro inflammatory injury

and the TLR4 protein level in the air-
LPS sig-

nificantly induced the airway epithelial cells to secrete TNF-a and 11.-6,and enhanced the TLR4 mRNA and TLR4 protein expres-
sion(P<C0. 01). Theaflavin could inhibit LPS induced TNF-« and 1L.-6 secretion and TLR4 gene expression(P< 0. 05) , which was

related with the theaflavin concentration (P<C0. 05). Conclusion

In rat airway epithelial cell culture, the anti-inflammatory effect of

theaflavin may be decrease the release of inflammatory cytokines via inhibiting TLLR4 gene expression and LPS/TLR4 signal trans-

duction pathway.
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