A novel drug candidate targeting the adrenergic regulation of the SERCA2
complex protect the heart from myocardial infarct injury Rz
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Figure 2: In vitro testing of compound 13. A) Principle of the bead-based Alphascreen assay. MRI with LGE to measure infarction size
AKAP18 and PLB binding with increasing concentration of diferent compouns. C) PLB
phosphorylation (p-PLB) on H9C2 cell line. D) p-PLB on rat adult cardiomyocytes. E) SERCA2 y Echo, BP and harvest tissue

activity determined by field stimulated cardiomyocytes.
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TS T g Figure 3: In vivo testing of compound 13 - Initial efficacy data on rats. A) lllustration of the Figure 4: IRI disease model . A) lllustration of the protocol for the ischemia reperfusion injury (IRI) model. B)
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i ecnocardiograpny (iractional shortening, Fo= -LVUS : and phospholamban troponin in blood. D) llllustration of the protocol for the IRl model. E) MRI analysis showed a decrease in area
molecular PP1 disru ptors that have such a phosphorylation. enEanL:ezj by gadoIiZﬂum in a:ﬂmals tre:ted with compound 13 and \)Nith Metopx;ollol. F)Véchocardiograp;\y on day 9
mechanism-of-action reduce infarct size and show that treated animals have better contractility.
preserve cardiac function.
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