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Cardiac regenerative therapy using semaphorin 3A for failing myocardium
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This study was conducted to validate the methodology for suppressing
arrhythmias and heart failure by intravenous administration of the embryonic protein regulator
semaphorin 3A (Sema3A) in an isoproterenol (I1SP)-induced failing myocardium model, and to establish
a new therapeutic concept using Sema3A. Additionally, the study demonstrated that Sema3A may inhibit

the excessive distribution of sympathetic nerves in failing myocardium, contributing to alleviating
myocardial tissue damage, maintaining left ventricular contractility, and suppressing arrhythmias.
The_r?sults of this study have been presented at scientific conferences and published as a research

article.
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HE (g)
%08 %78 #F14H DEE (g) IMEE L (%)

control 24.0*1.6 239*1.6 243%*12 0.116%0.016 0.478 £0.054
ISP 235%1.2 226+ 1.1* 224+ 1.9* 0.126 £0.010* | 0.564 +0.069*
ISP+Sema3A 23.7£1.6 224+ 1.4* 226+ 1.7* 0.123+0.016 0.545+0.057*

*p<0.05 vs. control.
control: n=31, ISP: n=24, ISP+Sema3A: n=21.
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[Kurokawa S, et al.
Intravenous semaphorin 3A administration maintains cardiac contractility and improves
electrical remodeling in a mouse model of isoproterenol-induced heart failure. Int
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