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Influence of Astragalus Polysaccharide on the Expression of Toll-like Receptor 4 and Nuclear Transcription Factor-kB in Essential
Hypertension Patients with Blood Stasis Syndrome
ZHANG Jingzhi', CHEN Liguo*, HU Xiaoqin®, JTA Huixin'
(1. The Second Af filiated Hospital of Guangzhou Medical College , Guangzhou 5106203 2. Medical College of Jinan Uni~
versity; 3. Guangxi College of Traditional Chinese Medicine; 4. General Hospital of Daqing Oil field)
ABSTRACT Objective To discuss the formation mechanism of blood-stasis syndrome in essential hypertension (EH) through
the TLR-NF-«B signal transduction pathway and the effect of astragalus polysaccharide. Methods Eighty patients with EH
were differentiated into blood-stasis syndrome group of 40 cases and non-blood-stasis syndrome group of 40 cases, and 30
healthy people were selected from volunteers (healthy group). The serum of each subject of all groups was collected. The real-
time PCR method was adopted to measure the expression of Tolllike receptor 4 (TLR4) mRNA. Different concentrations of
astragalus polysaccharide (APS) were given to intervene the expression of human umbilical venous endothelial cell clone TLLR4
and the activation of nuclear transcription factors -« B (NF-¢ B) induced by lipopolysaccharide (LPS). The PCR method was
used to measure the expression of TLR4 and inhibitory kBa (FkBa) mRNA and the immune imprinting method was applied to
detect the expression of TLLR4 protein and I-kBa protein. Results The expression of TLLR4 mRNA in blood-stasis group and
non-blood-stasis group was significantly higher than that of healthy group (P<C0. 01). and it was significantly higher in the
blood-stasis group than in the non-blood-stasis group (P<C0. 01). The expression of TLLR4 mRNA in the LPS induction group
was significantly higher and the expression of FkBa mRNA was significantly lower than that in the healthy group (P<C0. 01).
In the comparison of the APS big-, medium-and small-dose groups with the LPS induction group, the expressions of TLLR4 and
Ik Ba mRNA were both statistically different (P<C0. 01). And in the comparison among the APS big-, medium-and small-
dose groups, the difference of expressions of TLR4 and I~k Ba mRNA was also statistically significant (P<Z0. 01). Conclusion
Hypertension patients with blood-stasis syndrome have more serious inflammation and immune disorder than those with non-
blood-stasis syndrome., The inflammation and immune disorder mediated -by TLRNF-x Bisignal;pathway is. gne of. the; mecha-
nisms of formation of blood-stasis syndrome of EH.
Key Words essential hypertension (EH) ; blood-stasis syndrome; astragalus polysaccharide; lipopolysaccharide; Tolllike re-
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