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DEVELOPMENT AND CARDIAC PATHOLOGICAL CHANGES
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Abstract: Secretory curl associated protein 2 (SFRP2) is a key regulator of Wnt signaling pathway, which plays a multi—
ple regulatory role in cardiac development and cardiac pathology. SFRP2 regulates cardiac development through bidirectional
regulation of cardiomyocyte expansion and myocardial differentiation, and shows special temporal and spatial specificity. In
the process of cardiac fibrosis, SFRP2 showed concentration dependence. Low concentration of SFRP2 promoted the progress
of cardiac fibrosis, while high concentration of SFRP2 inhibited cardiac fibrosis. In the process of myocardial hypertrophy,
sFRP2 can protect the myocardium from pathological hypertrophy. In terms of angiogenesis, SFRP2 can inhibit endothelial
cell apoptosis caused by hypoxia, and promote endothelial cell migration, and induce endothelial angiogenesis, and promote
vascular regeneration.In terms of cardiac regeneration therapy, sFRP2 can improve the survival ability of human mesenchy—
mal stem cells (hMSCs) under oxidative stress and improve the therapeutic effect of stem cell transplantation. This paper re—
views the role of SFRP2 in cardiac development and pathological changes of cardiovascular diseases.
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