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The vasa vasorum (VV) are the microvasculature present in the adventitial layer of the
atherosclerotic vessel wall, which are surrounded by perivascular tissues like adipose
tissues. However, it remains unclear whether these perivascular structures affect to
atherosclerotic lesion formation and progression. In this study, wusing a
hypercholesterolemic mouse model, the relationship between atherosclerotic lesions and
adventitial VV and perivascular tissues were evaluated. The clear histological imaging

method of microvessels was also developed
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