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Effect of Compound Gouteng Jiangya Tablet on the Inflammatory State of Spontaneously
Hypertensive Rats by Regulating the TLR4/NF-kB Signaling Pathway

LI Xia, ZENG Yong, ZHANG Wen*
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(Abstract] Objective To investigate the effect of Compound Gouteng Jiangya Tablet on the TLR4/NF-kB signaling
pathway and the expression of angiotensin Il (Angll) and angiotensin 1-7 [Ang(1-7)], monocyte chemotactic protein—-1 (MCP-1)
associated inflammatory cytokines and its possible antihypertensive mechanism in spontaneous hypertension rats (SHRs).
Methods A total of 21 male SHRs aged 7 weeks were randomly divided into model control group (SHR group), Compound
Gouteng Jiangya Tablet group (SHR-G group), and valsartan group (SHR-D group), and another 7 male WKY rats with the
same age were selected as blank control group (WKY group). All rats were given the corresponding intervention, and 6 weeks
later, ELISA was used to measure the serum levels of Angll, Ang (1-7) and MCP-1, and immunohistochemistry was used
to measure the protein expression of TLR4 and NF-kBp65 in thoracic aortic endothelial cells. Results Compared with the

WKY group, the SHR group had significantly higher levels of the plasma proinflammatory factors Angll and MCP-1 (P<0.05)
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and a significantly lower level of the anti-inflammatory cytokine Ang (1-7) (P<0.001). The treatment with Compound Gouteng
Jiangya Tablet and valsartan significantly reduced the plasma levels of Angll and MCP-1 in SHRs (P<0.05) and significantly
increased the plasma level of the anti-inflammatory cytokine Ang (1-7) (P<0.05). The SHR group had significantly higher
protein levels of TLR4 and NF-kB p65 in thoracic aortic endothelial cells than the WKY group (P<0.01), and compared with
the SHR group, the SHR-D and SHR-G groups had significant reductions in the expression of TLR4 and NF-kB p65 in
thoracic aorta tissue (P<0.01). Conclusion Compound Gouteng Jiangya Tablet can inhibit inflammatory state in the body by

inhibiting activation of the TLR4/NF-kB signaling pathway in thoracic aortic endothelial cells, reducing the levels of the

proinflammatory factors Angll and MCP-11, and increasing the level of the anti—inflammatory cytokine Ang(1-7).

(Keywords) Compound Gouteng Jiangya Tablet; spontaneous hypertension; TLR4/NF-kB signaling pathway; angiotensin

II; angiotensin 1-7; monocyte chemotactic protein—1
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