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Changes and clinical significance of plasma Neu5Ac and sLRP-1 expression
in patients with acute coronary syndrome”
WANG Xiaoying ,LIU Pan,HAN Dan
Department o f Cardiology sthe First People’s Hospital o f Guangyuan City
Guangyuan ,Sichuan 628007 ,China

Abstract: Objective To investigate the relationship between changes in plasma N-acetylneuraminic acid
(Neub5Ac) and soluble low-density lipoprotein receptor-related protein-1(sLLRP-1) levels and prognosis in pa-
tients with acute coronary syndrome(ACS). Methods One hundred and 124 patients with ACS who under-
went percutaneous coronary intervention(PCI) were selected as the ACS group,and were divided into severe
stenosis group(n =49) ,moderate stenosis group(n =34) and mild stenosis group(nz =41) according to Gensini
score,and into MACE group(n=237) and no The MACE group(n =87) was divided into the MACE group
(n=37) and the no MACE group(n=287) ,another 62 cases of healthy people on physical examination during
the same period were selected as the control group. Compare the plasma Neu5Ac and sLRP-1 levels in each
group,Spearman correlation analysis of the correlation between plasma Neu5Ac, sLRP-1 levels and Gensini
scores in ACS patients, multivariate Logistics regression analysis of the influencing factors of MACE in ACS
patients after PCI,ROC curve analysis of plasma Neu5Ac and sLRP-1 levels in predicting the occurrence of
MACE in ACS patients after PCI. Results Compared with the control group,plasma Neu5Ac and sLRP-1 lev-
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els were elevated in the ACS group,and plasma levels of Neu5Ac and SLRP-1 in mild stenosis group, moderate
stenosis group and severe stenosis group were increased successively(P<C0. 05). Plasma Neu5Ac and sLRP-1
levels in ACS patients were positively correlated with Gensini score(P<C0. 05). Time from onset to consulta-
tion(OR = 1. 854,95%CI : 1. 240—2. 771) , high Neu5Ac(OR =1. 720,95% CI : 1. 040—2. 843) , high sLRP-1
(OR=1.670,95%CI :1. 354—2. 059) was an independent risk factor for MACE after PCI in ACS patients,
and high left ventricular ejection fraction(OR =0. 835,95%CI ;0. 737—0. 947) was an independent protective
factor(P<C0. 05). The area under curve (AUC) predicted by NeubAc—+sLRP-1 for MACE after PCI in ACS
patients was significantly greater than that predicted by Neu5Ac and sLRP-1 alone(P <C0. 05) ,and the sensi-
The plasma levels of Neu5Ac and sLRP-1 in

ACS patients are significantly increased, which are closely related to the degree of coronary artery disease and

tivity and specificity were 83. 78% and 79. 31%. Conclusion

the occurrence of MACE after PCl,and can be used as predictors of poor prognosis in ACS patients.
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Neu5Ac+sLRP-1 0.862(0.788~0.917) 0.631 0. 27 83.78 79. 31
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