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Oxidized LDL and its endothelial receptor, LOX-1

Yuko Sato and Tatsuya Sawamura

Summary Oxidized low-density lipoprotein (OxLDL) has been implicated in playing a causal role
in the pathogenesis and progression of atherosclerosis. The development of ELISA for measuring
OxLDL in human plasma has made it clear that plasma OxLDL levels correlate well with the
severity of cardiovascular diseases, indicating that lipoprotein can serve as a useful marker for
predicting future cardiovascular events. OxLDL is incorporated into macrophages transforming them
into foam cells which are typical features of atherosclerotic lesions. Furthermore, OXLDL has
been shown to induce functional changes in endothelial cells such as the expression of adhesion
molecules, release of chemokines, and impairment of endothelial nitric oxide production. The
endothelial receptor for OxLDL, oxidized low-density lipoprotein receptor-1 (LOX-1), has been shown
to mediate these atherosclerotic activities caused by OXxLDL. Assays for circulating levels of LOX-
1 ligand and circulating soluble LOX-1 would be novel methods that might open promising new paths

to the diagnosis and evaluation of cardiovascular diseases.
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