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Study on mechanism of Yixin Tongbi Mixture in intervention of atherosclerosis”
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[Abstract] Objective To explore the molecular mechanism of Yixin Tongbi Mixture in the intervention
of atherosclerosis (AS). Methods Thirty-six SD rats were divided into the normal control group,model con-
trol group,low dose Yixin Tongbi Mixture group,medium dose Yixin Tongbi Mixture group,high dose Yixin
Tongbi Mixture group and atorvastatin group,6 cases in each group. Except the normal control group,the oth-
er groups adopted the high fat vitamin D3 mixed feed gavage for constructing the rat AS model. The low dose,
medium dose and high doses Yixin Tongbi Mixture groups were gavaged by 10,20,40 g/kg Yixin Tongbi
Mixture. The atorvastatin group was gavaged by 5 mg/kg atorvastatin;and the normal control group and mod-
el control group were gavaged by placebo once a day for consecutive 14 d. The pathological changes of aortic
tissues were observed by HE staining. The levels of serum TC, TG, HDL and LDL were detected by automatic
biochemical analyzer. The expression levels of 1L.-6, TNF-a and ICAM-1 in aortic tissue were detected by
ELISA. The expression levels of MMP-2 and MMP-9 in aortic tissue and Bax and Bcl-2 protein expression lev-
els in cardiac tissue were detected by Western blot. Results Compared with the normal control group,the aor-
tic wall of the model control group rats was significantly thickened,and the levels of serum TC, TG, HDL and
LDL were increased. The expression levels of MMP-2, MMP-9,11.-6 , TNF-a and ICAM-1 in the aortic tissues
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were also increased. The expression level of Bax in the myocardial tissues was increased, while the expression

level of Bcl-2 was decreased,and the differences were statistically significant (P <Z0. 05). Compared with the

model control group,the above indicators in the medium dose and high doses Yixin Tongbi Mixture groups

and atorvastatin group were significantly improved (P<C0. 05). Except Bax,I1.-6 and ICAM-1 expression lev-

els,the other indicators in the low dose Yixin Tongbi Mixture group had no statistically significant differences

(P>>0.05). Conclusion Yixin Tongbi Mixture could inhibit the AS occurrence and development by inhibiting

inflammation and cellular apoptosis,and its mechanism is related to the abnormal expression of 1L-6/TNF-a

and MMP-2/MMP-9.
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