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Fig. 1 Summary of structural differences

between young and aging vascular
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Fig. 2 Changes of endothelial micro-environment
during vascular aging
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Fig. 3 Factors associateed with endothelial aging
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Abstract

Vascular aging has attracted curiosity and excited imagination throughout the history of humankind.

This review focuses on structural and functional changes that occur in the vasculature during aging, as well as the

novel founding mechanisms, with special emphasis on extracellular matrix alterations, endothelial progenitor cells

endothelial exhaustion, senescence/dysfunction, and altered intercellular communication.
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