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Relationship between MEG3 and CEACAMI1 expression and short-term prognosis
in patients with acute myocardial infarction
WANG Xianfeng ,\WANG Lin
(Department of Emergency ,Qinghai Provincial Cardiovascular and Cerebrovascular
Disease Specialist Hospital s Xining ,Qinghai 810001,China)

Abstract: Objective To investigate the relationship between maternal expression gene 3 (MEG3) and car-
cinoembryonic antigen associated adhesion factor 1 (CEACAMI) expression in peripheral blood in patients
with acute myocardial infarction and short-term prognosis. Methods A total of 106 patients with acute myo-
cardial infarction (study group) and 100 healthy individuals (control group) in the hospital from November
2016 to November 2019 were enrolled in the study. Serum creatine kinase isoenzyme (CK-MB), troponin 1
(cTnD) ,CEACAMI1,and plasma MEG3 were detected. Study group was further divided into subgroups accord-
ing to the levels of CEACAMI1 and MEG3,namely high CEACAMI1 group,low CEACAMI group,high MEG3
group and low MEG3 group. Study group received PCI treatment,and the LEVF was detected at 1 month after
treatment. Patients were followed up for three months,and the incidence rate of cardiovascular adverse events
was recorded. Results The serum CEACAMI1,CK-MB,cTnl and plasma MEGS3 in the study group were sig-
nificantly higher than those in the control group,and the differences were statistically significant (P<C0. 05).
Serum CEACAMI and plasma MEG3 in study group were positively correlated with serum CK-MB and ¢Tnl,
and the differences were statistically significant (P <C0. 05). The plasma MEG3, serum CK-MB, ¢Tnl in the
high CEACAMI1 group were higher than those in the low CEACAMI1 group.and the differences were statisti-
cally significant (P <C0. 05). The serum CK-MB,cTnl,and the plasma MEG3 in high MEG3 group were high-
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er than those in low MEG3 group,and the differences were statistically significant (P <C0. 05). The incidence

of cardiovascular adverse events in high CEACAMI group and high MEG3 group were higher than those in
low CEACAMI group and low MEG3 group,and the differences were statistically significant (P<C0. 05). Con-

clusion Serum CEACAMI levels and plasma MEG3 are elevated in patients with acute myocardial infarction,

and are positively correlated with myocardial injury markers, which could be used as indicators to evaluate the

short-term prognosis of patients after treatment.
Key words: maternal expression gene 3;

myocardial infarction; short-term prognosis
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