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Abstract: The study was conducted to investigate the effects of Jin-Ying-Tang (JYT) on correla-
ted molecules of TLR4/NF-kB signaling of LPS-stimulated mouse mammary epithelial cells
(MECs) in vitro and explore its underlying molecular mechanisms. ELISA was performed to de-
tect changes of the content of IL-8 and TNF-q in the culture supernatants. The mRNA transcrip-
tion of TLR4-NF-¢kB signaling molecules such as Il.-1 receptor-associated kinase-1 (IRAK-1),
tumour necrosis factor receptor associated factor 6 (TRAF-6) , Transforming Growth Factor acti-
vated kinase 1(TAK-1),NF-«B inducing kinase (NIK) , Inhibitor of «B(IkB) were determined by
qRT-PCR. The results showed that JYT could significantly decrease the expression of IL.-8 and TNF-
o in LPS-stimulated MECs(P<C0. 05, P<C0. 01) ; what’s more,JYT could down-regulate the expression
of IRAK-1,TRAF-6,TAK-1,IxB,NIK mRNA activated by LPS(P<C0. 05, P<C0. 01). It is concluded
that JYT attenuates LPS-induced inflammatory response in MECs by inhibiting the activitation of IRAK-
1/TRAF-6/TAK-1/NIK pathway,but not of IRAK-1/TRAF-6/TAK-1/1kB pathway.
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TAK-1 150 58.3 NM_172688
TGACTCCAAGCGTTTAATAGTG
CAACAGAGATGAGGGCGATG
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Fig. 1 Influence of JYT on IL-8 of MECs culture supernatants
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Fig.2 Influence of JYT on TNF-a of MECs culture super-
natants
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Fig. 3 Influence of JYT on IRAK-1 mRNA expression in
MECs
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Fig. 4 Influence of JYT on TRAF-6 mRNA expression in
MECs
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Fig.5 Influence of JYT on TAK-1 mRNA expression in
MECs
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