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[Abstract] Objective To investigate the relationship of the conventional coronary risk factors and
lipoprotein - associated phospholipase A2 (LP-PLA2) to the necrosis core (NC) of coronary atherosclerotic
plaque. Methods A total of 88 successive patients with symptomatic myocardial ischemia, who were
admitted to authors” hospital during the period from June 2015 to June 2017 and whose coronary
arteriongraphy showed coronary stenosis in situ (40% -70% ), were enrolled in this study. Quantitative
coronary angiography (QCA) and iMap™ intravascular ultrasound (IVUS) were used to measure the minimum
lumen diameter (MLD), lesion length (LL) and area stenosis rate (AS), and iMap™ IVUS was used to
measure the external elastic membrane cross -sectional area (EEMCSA), the minimum lumen cross section
area (MLACSA), the plaque area (PA), the plaque burden (PB), the reference segment EEMCSA
(REEMCSA) and the reference segment MLACSA (RMLACSA) at the narrowest part of the lesions. Target
lesion NC area and its percentage of the total plaque area were calculated. By using multivariate linear
regression analysis method to evaluate the relationship of NC to the conventional risk factors and LP-PLA2.

Results Compared with QCA, LL of target lesions detected by iMap IVUS was longer [(21.46+5.80) mm vs
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(24.71£5.33) mm,P<0.05], and AS of target lesions detected by iMap IVUS was higher [(58.21+6.57)% vs
(62.29+8.02)% ,P<0.05]. The analysis of cardiovascular risks indicated that a positive correlation existed

between LDL-C and PB (P<0.05), a negative correlation existed between HDL-C and the percentage of NC

(P<0.05), and Lp-PLA2, LDL-C, coexisting diabetes bore a positive relationship to the percentage of NC

(P<0.05). Multivariate linear regression analysis showed that coexisting diabetes, LDL-C and Lp-PLA2 were

independent risk factors for the percentage of NC. Conclusion LDL-C is positively correlated with PB,

HDL-C is negatively correlated with the percentage of coronary atherosclerotic plaque NC. Coexisting

diabetes, LDL-C and LP-PLA2 are risk factors for coronary plaque stability and are positively correlated with
atherosclerotic plaque NC.(J Intervent Radiol, 2018, 27 1134-1139)
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