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Summary Most of ischemic and life-threatening coronary events result from coronary atherosclerotic plaque
rupture and acute coronary thrombosis. Along with the developing of imaging technology, recent advances in ima-
ging modalities have contributed to visualizing atherosclerotic plaques and defining lesion characteristics in vivo.
This innovation has been applied to refining revascularization procedure, assessment of anti-atherosclerotic drug
efficacy and the detection of high-risk plaques. As such, intravascular imaging plays an important role in further
improvement of cardiovascular outcomes in patients with coronary artery disease. The current article reviews avail-
able intravascular imaging modalities with regard to its method, advantage and disadvantage, including multi-de-
tector-row computed tomography (MDCT), magnetic resonance imaging(MRI), virtual histology intravascular ul-

trasound (VH-IVUS), Optical coherence tomography(OCT), near-infrared spectroscopy(NIRS)and intracoronary

coronary angioscopy.
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The evaluation of coronary artery calcification by
MDCT
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Figure 2 The assessment of coronary plaques by MDCT
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Figure 3 Contrast-enhancement MRI
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Figure 4 The measurement of high signal plaque by MRI
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Figure 5 The plaque morphology under grayscale IVUS
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Figure 6 Coronary plaques showed by VH-IVUS
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Fogure 7 Coronary plaques showed by IB-IVUS
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Fogure 8 Coronary plaques showed by OCT
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Figure 9 The in-stent neoatherosclerosis
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