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研究成果の概要（和文）：心筋梗塞や脳梗塞等の血管病の原因となる粥状動脈硬化症の発症に関わる分子を探索した。
粥状動脈硬化症は内皮細胞が乱流性の流れ剪断応力に曝される血管の分岐部に好発するが、その分子機構は明らかでは
ない。そこで本研究では、完全長cDNAライブラリーを用いて乱流の剪断応力に応答するLDL受容体を発現クローニング
した。ヒト血管内皮細胞において、遺伝子およびタンパクの発現が層流の剪断応力により減少し、乱流の剪断応力によ
り増大する2種のクローンを特定し、ヒト動脈硬化病変に発現することを免疫染色により確認した。以上の結果から、
本研究で発見した2種の分子が粥状動脈硬化症の発生機序に関与すると考えられる。

研究成果の概要（英文）：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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