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Research of rhein lysine on promoting expression of Smad7 in rat myocardial tissue”
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Abstract : Objective To preliminarily explore the effect of rhein lysine (RHL) on the expression of Smad7
in renal pressure-loaded myocardial fibrosis model rats. Methods Thirty-two rats were randomly assigned to
the control group,model group,lysine group and RHL group,8 cases in each group. The renal pressure-loaded
myocardial fibrosis model was established by the method of two kidney one clip. The effect of constructing
model was evaluated by measuring the artery systolic pressure of rat tail and left ventricular mass index. The
degree of myocardial fibrosis lesion was observed by Masson staining; the expression situation of Smad7 in
protein and mRNA level was detected by adopting the immunohistochemical method and real-time fluorescent
quantitative PCR. Results Compared with the model group,the myocardial tissue Smad7 protein and mRNA
after RHL treatment in the rats with renal pressure-loaded myocardial fibrosis were significantly increased, the
difference was statistically significant (P<C0. 05). Conclusion RHL can effectively inhibit the progression of
myocardial fibrosis in renal pressure-loaded rats,its mechanism is related with up-regulating Smad7 expression
and targeted antagonism on the TGF-B/Smads signal transduction pathway.
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