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[ ABSTRACT] Aim To investigate the effects of baicalin on the expression of toll-lke receptor4 (TLR4), mhbitor
of KB ( I-KB), and the production of tumor necrosis factora (TNF-a) i m acrophage cells RAW 264 7 induced by lipopo-
lysaccharide ( LPS). M ethods RAW 264 7 cells were culiured n viirg and treated w ith different concentration of

baicalin in the presence or absence of LPS

L ipopolysaccharide

The mRNA and protein expression of TLR4 were detem ined by reverse tran-

scription PCR and W estem Blot respectively ~ The expression of I-KB was detected by W estem Blot  The concentra-
Results LIPS sienificant
ly up-regulated the expression of TLR4 and production of TNF-a mn m acrophage celly and markedly mhibited the expres-
sion of I-KB.

well reduced the secretion of TNF-a.

tions of TNF-a m the supematantw as detem mned by enzym e linked mmunosorbnent assay

Pretreated w ith baicalin down-regulated LPS-induced TLR4 expression in both mRNA and protein levels as
Baicalin significantly mhibited the degradation of I-KB.
m ight effectively down-regulate TNF-a production m LPS-induced m acrophage cells through mhibiting the expression of
TLR4 and degradation of I-KB.
dam age by baicalin

Conclusion Baicalin

The antiinflanm ation effects may be associated w ith the amelioration of atherosclerosis
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