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Inward Neovessels and Symptomatic Presentation in Carotid Stenosis
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Recent studies have demonstrated plaque morphology to determine high risk
patients as well as degree of stenosis in carotid atherosclerosis. Neovascularization of carotid plaques
is associated with plague vulnerability. However, the mechanism of neovascularization for intraplaque
hemorrhage (IPH) and its clinical contribution remain undetermined. This study aimed to clarify the
characteristics of neovessel appearance focusing on inward neovessels, which has been reported to be
important in plaque advancement. Each neovessel pattern was evaluated with respect to clinical,
radiological, and pathological findings including IPH, neovascularization, hemosiderin spot and
inflammation.

Inward neovessels communicating with lumen and inflammation synergistically contribute to IPH and
symptomatic presentation in patients with carotid stenosis, which 1s more specific than vasa vasorum.
This condition could be a new therapeutic target.
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