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Mechanism of soybean isoflavones down-regulate TLR4/MyD88 mediated
signaling pathways to protect myocardial hypertrophy "
DIAO Aigin \WANG Hui,PAN Aiping ,LI Xiaojie ,ZHOU Ruifang ,CHEN Guo fu
(Taizhou Polytechnic College , Taizhou, Jiangsu 225300,China)

[Abstract] Objective To study the protective effect of soybean isoflavones (SI) on cardiac hypertrophy
induced by pressure overload in rats and its mechanism. Methods A model of cardiac hypertrophy was made
by constricting the aortic arch. After modeling, the rats were divided into the sham operation group (the Sham
group) ,the aorta constriction model group (the TAC group),the solvent control group (the TAC placebo
group) and the treatment group (the TACH SI group) ; the rats were sacrificed 4 weeks later,and the heart
quality index (HW/BW) and left ventricular mass index (LVW/TL) were measured;the left ventricle tissue
section was stained with Masson and HE staining to observe the collagen deposition and myocardial cell mor-
phology; co-immunoprecipitation assay for the interaction of TLLR4 and MyD88. Results HW/BW and LVW/
TL values of the model rats increased significantly (¢=4.344,P=0.012 2 and t=38.762,P=0.000 9,7n=6);
collagen deposition increased, myocardial cell diameter increased,the interaction of TLLR4 and MyD88 increased
(t=16.07,P=0.003 9,7n=16); SI significantly reduced the heart weight parameters (t+=3. 432, P=0. 026 5
and t=5.738,P=0.105 0,n=6) ,which reduced myocardial cell cross-sectional area,the same interaction sig-
nificantly inhibited TLR4 and MyD88 (r=13. 88, P=0. 005 1,72=56). Conclusion SI has protective effect on
myocardial hypertrophy induced by stenosis of the aorta, and its mechanism is related to the reduction of
TLR4 and MyD88 interactions and suppression of pressure-activated TLLR4/MyD88 signaling pathways.
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