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Within each set of incident HF risk biomarkers compiled from published literature,>® corresponding aptamers exhibit a collective

decreased with treatment alongside structural extracellular matrix (ECM) proteins (eg, collagen-1/3/5) and MR-supported incident HF
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hypothesis that RAAS inhibition favorably modulates processes involved in HF risk (Figure 3C) consistent with the attenuation of fibrotic pathways, rather than isolated biomarker changes
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