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The mechanism of vascular calcification and endothelial dysfunction in chronic
kidney disease
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BMP receptor signaling has a pivotal role in endothelial dysfunction, in
addition to osteogenic differentiation of VSMCs, in the early stage of CKD without vascular
remodeling. An increase in PTEN protein is involved in the mechanism by which BMP receptor
activation inhibits Akt-eNOS signaling in CKD. Our observations suggest that BMP receptor signaling
would be a promising target for the prevention and treatment of both endothelial dysfunction and
vascular calcification in the early stage of CKD patients.
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