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The association between Gal-3 and the effect of perindopril on ventricular remodelin
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(Graduate collage , Hebei Medical University/Department of Cardiology , Hebei General
Hospital ,Shijiazhuang , Hebei 050051 ,China)

[Abstract] Objective To investigate the association between Gal-3 and the effect of perindopril on ventricular remodeling in
ischemic heart failure rabbit. Methods A rabbit model of ischemic heart failure was made by ligation of the anterior descending
branch of the coronary artery. Thirty rabbits were divided into sham operation group,heart failure group and perindopril group. De-
termination of cardiac function by echocardiography after 4 weeks of treatment respectively;mRNA expression and protein content
of Gal-3 were detected by Real-time PCR or Western-blob. Serum Gal-3 level was determinated by ELISA. Results Compared with
sham operation group,mRNA expression and protein content of Gal-3,type | collagen and type [lI collagen increased and the ser-
um level of Gal-3 increased in heart failure group(P<C0. 05) ; compared with heart failure group,mRNA expression and protein con-
tent of Gal-3.type | collagen and type lll collagen decreased and the serum level of Gal-3 was reduced in perindopril group(P<C
0. 05). Gal-3 was negatively correlated with heart function(+= —0. 925, P<C0. 05). Conclusion Effect of perindopril inhibiting my-
ocardial fibrosis,slowing the ventricular remodeling and improving heart function associated with level of Gal-3.
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