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[Abstract] Objective To analyze the characteristics of the coronary atherosclerotic plague in patients
with acute coronary syndrome (ACS) by intravascular ultrasound-virtual histology (IVUS-VH) and assess its
clinical correlation with plasma lipid level. Methods Forty-two ACS and 40 spontaneous angina (SA) patients
were reviewed, and culprit lesions were detected with IVUS-VH to investigate the characteristics of the
atherosclerotic plaque in the two groups of patients and its clinical correlation with blood lipid level. Results
ACS group presented a significantly higher prevalence of vulnerable plaques than SA group (36.7% (94/256)
vs. 14.6% (28/192), P<0.01), and its prevalence close to the proximal end (<20 mm) were higher than
those to the distal end (>>30 mm, both P<{0.01). There were significant differences in fibrous tissue (F),
fibro-fatty (FF) tissue, necrotic core (NC), dense calcium (DC) of the coronary plaque composition and
vascular remodeling index (RI) between the two groups (P<C0.05 or P<C0.01). The main constituents in
ACS group were FF and NC, while in SA group, they were F and DC. There were no significant statistical
differences in percentages of atheroma volume (PAV) and plaque eccentricity index (EI) between the two
groups (both P>>0.05). In these two groups, FF in vulnerable plaques correlatesd positively with the plasma
low density lipoprotein (LDL) levels (r=0.08, P<(0.05), and negatively with the plasma high density
lipoprotein (HDL) levels (»=- 0.06, P <0.05). Conclusion IVUS-VH shows that the prevalence of
vulnerable plaque in ACS patients is much higher than that in SA patients, and between the two groups, there
are differences in intra-plaque constituents one of which is correlated to the plasma lipid level.
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