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Cloning of LDL receptors responding to fluid shear stress
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LDL receptors, which were related to the onset of atherosclerosis caused vascular
diseases such as the myocardial infarction or the cerebral infarction, were cloned. Although the patholog
ical findings, which the atherosclerosis frequently appears on the endothelial cells exposed to turbulent
fluid shear stress in the vascular bifurcation, were widely known, the details of the molecular mechanism
were not fully apparent. Two kinds of clones that the mRNA and protein expression levels were down-regula
ted in response to laminar shear stress whereas those expression levels were up-regulated in response to t
urbulent shear stress were identified in human vascular endothelial cells by using a full-length cDNA libr
ary. The immunostaining study was confirmed that these two kinds of protein were expressed in human ather
osclerotic lesions. These results indicate that the molecules discovered in this study play an important
role in the mechanism of the onset of atherosclerosis.
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