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Figurel A caseof eccentric plague detected by IVUS.
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The echolucent region is assumed to be a lipid-rich necrotic core owing to the high-risk plague in spite of the

moderate stenosis ratio.
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Magnetic resonance imaging (MRI)
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Figure2 Representative T1-weighted images of the progression of atherosclerosis with intra-plaque hemorrhage in the right carotid
artery. Each column in the figure presents matched cross-sectional locations in the carotid artery from the baseline MRI (row A) and
the MRI obtained 18 months later (row B). The area of the lumen was decreased, and the area of the wall was increased in each sec-
tion at second examination.
CCA: common carotid artery, Bif: bifurcation, ICA: internal carotid artery, ECA: externa carotid artery
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Optical coherence tomography (OCT)
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Figure3 Kaplan-Meier survival estimates of the proportion of patients remaining free of ipsilateral cerebrovascular events for
subjects with (lower curve) and without (upper curve) intraplague hemorrhage and thin/ruptured fibrous cap.
IPH: intraplague hemorrhage
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Figure4 Coronary plague imaging
with 3T MRI.

T1-and T2-weighted images at the
proximal legion of the LAD. The ec-
centric plague is observed at the region
indicated by an arrow. The plaque
shows iso-hypo-intensity on TIW and
hypo-intensity on T2W images, sug-
gesting a plague without hemorrhage.
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Positron-emission tomography (PET)
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Imaging of Atherosclerosis
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In addition to the angiography, the computed tomography has recently been used to evaluate stenosis, a basic athero-
sclerotic endpoint, with high accuracy. The visualization of vulnerable plague has also been performed using ultrasound,
computed tomography, magnetic resonance imaging, positron-emission tomography, optical coherence tomography, and
angioscopy. In the future, imaging that reveals the pathology of atherosclerosis will become an even more important chal-
lenge. Thisreview article introduces the imaging of atherosclerosis for each modality.
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