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Development of endogenous functional recovery therapy after ischemic stroke
targeting extracellular matrix protein
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The purpose of this research project is to investigate the mechanism of
functional recovery mediated by an extracellular matrix (ECM) remodeling after stroke, which
controls intercellular interaction. Within the infarct area, pericytes produced fibronectin and
promoted macrophage-mediated clearance of necrotic tissue. Furthermore, pericytes within the infarct

area regulated the production of astrocytic laminin a 2 in peri-infarct areas, which led to the
differentiation and remyelination of oligodendrocyte progenitor cells (OPCs), resulting in
functional recovery through a reorganization of neural network. We conclude that reciprocal
interactions among pericytes, macrophages, astrocytes, and OPCs and the ECM proteins-mediated
microenvironment that facilitates these cell-cell interactions are important for endogenous
functional recovery.
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