DESARROLLO Y ENFERMEDAD CARDIOVASCULAR
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Introduction 1. Spatial localization of inflammatory cells in the infarct region 2. In vitro coculture of CFs and Bone Marrow Derived Cells
Following Myocardial Infarction (Ml), activated Cardiac Fibroblasts (CF) play a pivotal role in heart B Postn
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3. Single-cell analysis of inflammatory cells and cardiac fibroblasts in post-MI tissues So20d ——
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Cthrc1 depletion affects inflammatory cells dynamics after myocardial infarction. (A) UMAP plot showing inflammatory cells clusters of the integrated single cell transcriptomic profile of all the g 5‘";2 gcub:c‘?ra i I:w 5 sa®  Cct Cpgamxga;; Lo i F,élngp% I-w
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§ Cthrc1 depletion interferes with ECM remodelling after Ml. (A, B) Volcano plot representation of dysregulated proteins of ECM from
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4, X o After MI, inflammatory cells are found to distribute over the infarcted region, along with epicardial-derived
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fibroblasts “ .
) * |In vitro cocultures reveal that BMDCs upregulate markers of RCFs among CF.
107 ° ) * sScRNA-Seq analysis of inflammatory cells after Ml in Cthrc1-null animals reveals significant gene
‘E, g’ expression changes in several cell clusters. Postn expression in CFs from Cthrc1-null mice extends to
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numap_ | * Results from Cthrc1-null mice suggest a downregulation of proteins associated with ECM organization and
an upregulation of proteins associated with hemostasis.
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