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Abstract : Cardiac rupture is one of the most serious complications of acute myocardial infarction( AMI). The process of
its development is complicated with many influencing factors. Wnt signaling pathway plays an important role in the patho-
physiological processes of cardiac hypertrophy, myocardial fibrosis and ventricular remodeling, which is an open pathway
with multiple links and multiple action sites. Recent studies have shown a close relationship between the Wnt signaling path-
way and myocardial infarction. Activation of Wnt signaling pathway can effectively accelerate ventricular remodeling and
increase the risk of cardiac rupture after AMI. FrzA/soluble frizzled related protein-1,which is a Wnt pathways of inhibiting

factor, can reduce inflammatory cells infiltration ,improve collagen deposition and increase the capillary density ,reduce myo-
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cardial infarction area,and reduce the incidence of cardiac rupture,thus improve cardiac function.
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