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[ Abstract] Objective: To investigate the relationship between plasma C-type lectin-like receptor 2
(CLEC-2) level and prognosis in patients with acute coronary syndrome (ACS) following percutaneous
coronary intervention (PCI).  Methods: A total of 150 patients with ACS who were admitted to Beijing
Luhe Hospital affiliated to Capital Medical University from January 2016 to June 2017 were prospectively
included. The receiver operating characteristic (ROC) curve was used to determine the best cutoff point
for CLEC-2 to evaluate the prognosis in patients with ACS. The patients were divided into high CLEC-2
group (n=232) and low CLEC-2 group (n=118), according to the best cutoff point value of CLEC-2.
The plasma CLEC-2 level was detected by enzyme-linked immunosorbent assay. Cox regression was used
to analysis the relationship between CLEC-2 level and the prognosis of patients with ACS, Results:
The area under ROC curve (AUC) was 0. 885 (95%CI 0. 812-0. 958). The Youden index was the largest
(0.390) when CLEC-2 level was 158. 63 pg/mL, and the sensitivity was 71. 87%, and the specificity
was 92. 37%. There were significant differences in age, ACS family history, CLEC-2 level, and left
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ventricular ejection fraction (LVEF) between the two groups (all P<C0. 05). The incidence of major

adverse cardiovascular events (MACE) in the high CLEC-2 group was higher than that in the low
CLEC-2 group (71.88% vs. 7.63%, P<C0.001), and the survival time of the high CLEC-2 group was
lower than that of the low CLEC-2 group (17. 25(15. 40, 19. 10) months vs. 23. 34(22. 91, 23, 77)

months, P<C0.001). Cox univariate and multivariate analysis showed that chronic obstructive pulmonary

disease and CLEC-2 levels were closely associated with MACE in patients with ACS.  Conclusions: High
CLEC-2 is an independent risk factor for MACE after PCI in patients with ACS.

[Key words] Acute coronary syndrome; Percutaneous coronary intervention; C-type lectin-like

receptor 2; Prognosis
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