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Serum EREG Level after PCI and Its Relationship with Prognosis in
Patients with Acute ST-segment Elevation Myocardial Infarction

HAO Minghui, GUO Ming, TANG Yu, YANG Jing, LIU Zijing, YAN Rui, LI Ping, GUO Jincheng
( Department of Cardiology, Beijing Luhe Hospital, Capital Medical University, Beijing 101100, China)

[ Abstract ] Objective

intervention and prognosis in patients with acute ST-segment elevation myocardial infarction( STEMI). Methods

To investigate the relationship between serum epiregulin ( EREG ) levels after percutaneous coronary
A total of 182 patients
with STEMI who underwent treatment from June 2017 to April 2018 were prospectively selected. According to the prognosis of patients with
STEMI, they were divided into a good prognosis group (n =157) and a poor prognosis group (n =25). The serum EREG level of STEMI
patients was detected by double antibody sandwich enzyme-linked immunosorbent assay, and its relationship with prognosis was analyzed.
Results Serum EREG levels in the poor prognosis group were higher than those in the good prognosis group, and the difference was
statistically significant (P <0.05). The ROC area under curve, sensitivity and specificity of serum EREG in evaluating one-year prognosis of
STEMI patients were 0. 931, 100.00% and 84.71% , respectively. The mean survival time of the EREG high-level group was lower than
that of the EREG low-level group, and the difference was statistically significant (P <0.05). Cox univariate and multivariate analysis
showed that age, diastolic blood pressure, low-density lipoprotein cholesterol and EREG were closely related to the prognosis of patients with
STEMI. Conclusion Serum EREG levels in patients with STEMI are closely related to prognosis. Higher serum EREG levels suggest a poor
prognosis.

[ Key words ] Acute ST-segment elevation myocardial infarction; Epiregulin; Prognosis; Major adverse cardiovascular events
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