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A research of the inhibition of Daotan decoction (F#i%) on the expression of intercellular adhesion molecu-
lar-1 in human umbilical vein endothelial cells through c-Jun N-terminal kinase pathway CHEN Wen-
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[Abstract] Objective To study whether Daotan decoction (%%, DTD) may through the regulation
on c-Jun N-terminal kinase (JNK) pathway interfere the expression of intercellular adhesion molecular-1
(ICAM-1) in human umbilical vein endothelial cells (HUVECs) and to explore the mechanism of DTD for
treatment of atherosclerosis by an experiment in vitro. Methods HUVEC were cultured in vitro and divided
into seven groups: blank control group, DTD serum control group, tumor necrosis factor-a (TNF-a) group,
5%DTD serum group, 10% DTD serum group, 20% DTD serum group, JNK inhibitory group. The cells
were cultured for 24 hours in the blank control group. The cells were pretreated with serum containing 20%
DTD for 6 hours in the DTD serum control group. In TNF-a inducing group, 200 kU/L TNF-a was added in
the HUVEC culture for 12 hours. In 5%, 10% and 20%DTD interference groups and JNK inhibitory group,
before the induction of TNF-a, the HUVEC culture was pretreated respectively with DTD serum (5%, 10%,
20%, 6 hours) or SP600125 (a JNK blocking agent, 25 pmol/L, 30 minutes) and then co-treated with
200 kU/L TNF-a for 12 hours. The ICAM-1 mRNA and JNK protein expressions in HUVEC were observed
by polymerase chain reaction (PCR) and Western blotting methods. Results Compared with two control
groups, the expressions of ICAM-1 mRNA and JNK protein in TNF-a group were significantly increased
(all P<C0.01). And compared with TNF-a group, the serum containing DTD or after SP600125 treatment
could significantly restrain ICAM-1 mRNA and JNK protein expressions (P<<0. 05 or P<<0.01). Also, there
was significant positive relationship between the level of ICAM-1 mRNA and JNK protein (»=0. 680, P<<
0.01). Conclusion DTD can effectively restrain ICAM-1 expression which is induced by the stimulation of
TNF-a in HUVEC, that is possibly related to the inhibitory action of DTD on JNK pathway.

[Key words] Daotan decoctions Human umbilical vein endothelial cell; Intercellular adhesion
molecular-1; c-Jun N-terminal kinase
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