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[ Abstract] Objective We study effects of Chinese medicine on the expression of toll-like accep-
tor 4 (TLR4) pathway and the molecular mechanisms of inflammatory factors by observing the ventricular
remodeling and inflammatory states of rats with experimental heart failure improved by Yigi Yangxin Decoc-
tion. Methods From the 300 4-month-old male Wistar rats, 10 rats were randomly assigned to the sham-op-
eration group. 30 rats were selected from the rest of 290 rats by molding method, and then randomly as-
signed to the model group, the Chinese Medicine group and Valsartan group (10 in each group) according
to the ejection fraction (EF) <60% . With Valsartan group as the positive control, we investigated the ex-
pression of TLR4, nuclear factor-kB ( NF-kB) , tumor necrosis factor-a (TNF-a) and interleukin-6 (IL-
6) of rats with chronic heart failure (CHF). Myocardial damage was observed by microscope. All the data
were processed by one-way ANOVA. Results (1) Compared with the CHF model group, the levels of TNF-
o and IL - 6 in each group were decreased significantly (P < 0.05). (2) The proteins expression of
TLR4 and NF-kB in myocardium of the CHF model group was significantly higher than which in sham oper-
ation group (P <0.05). The expression of TLR4 and NF-kB proteins in each group was significantly de-
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creased compared with the CHF model group (P <0.05). (3) The damage of myocardial tissue in each

group of rats with CHF, observed by HE immunohistochemical staining, was alleviated to varying degrees.

Conclusion could improve the inflammation of rats with CHF, decrease the content TNF-o and IL-6 in the

plasma and myocardium of rats, inhibit the expression of TLR4, NF-kB in myocardial tissue e, which

might be one of the mechanisms for Yigi Yangxin Decoction to inhibit the developing of CHF.
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