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Abstract : Objective To investigate the relationship between formyl peptide receptor (FPR) 2,6-phospho-
fructo-2-kinase/{ructose-2,6-bisphosphatase 3 (PFKFB3) levels and long-term prognosis after percutaneous
coronary intervention (PCI) in patients with acute myocardial infarction (AMI). Methods A total of 171 pa-
tients with acute myocardial infarction (AMI) who underwent PCI at this hospital from January 2020 to De-
cember 2022 (AMI group) and 60 healthy individuals who underwent physical examinations during the same
period (control group) were selected as research subjects. The AMI patients were divided into the poor prog-
nosis group and the good prognosis group based on whether they experienced major adverse cardiovascular e-
vents (MACE) within one year after PCIL. Serum levels of FPR2 and PFKFB3 were measured by enzyme-
linked immunosorbent assay (ELISA). Multivariate Logistic regression analysis was performed to identify the
factors influencing long-term adverse prognosis after PCI in AMI patients. The predictive value of serum
FPR2 and PFKFB3 for long-term adverse prognosis after PCI in AMI patients was analyzed by receiver oper-
ating characteristic (ROC) curve. Results Compared with the control group,the serum levels of FPR2 and
PFKFB3 were elevated in the AMI group (P<C0. 05). After one year of follow-up,the incidence of MACE af-
ter PCI in 171 AMI patients was 25.73% (44/171). Compared with the good prognosis group,serum levels of
FPR2 and PFKFB3 were higher than those in the poor prognosis group (P<C0. 05). The risk factors for long-
term adverse prognosis after PCI in AMI patients were increased age, KILLIP class = I ,elevated FPR2 level
and elevated PFKFB3 level (P <C0. 05). The area under the curve (AUC) for serum FPR2 combined with
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PFKFB3 in predicting long-term adverse prognosis after PCI in AMI patients was 0. 868, which was superior
to the AUC for FPR2 (0. 795) and PFKFB3 (0. 797) alone (P<C0. 05). Conclusion Elevated serum levels of
FPR2 and PFKFB3 are risk factors for long-term adverse prognosis after PCI in AMI patients,and the com-

bined detection of serum FPR2 and PFKFB3 provides a higher predictive value for this prognosis.
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Association between serum exosomal MARK4,GP1BA and the severity of coronary artery lesions,as well
as adverse cardiovascular events following PCI in patients with stable coronary artery disease”
HU Ying',BAI Yanmei® ,QI Fanxing®
1. Department of Cardiovascular Medicine ;2. Department of Internal Medicine ,
Baoding First Central Hospital , Baoding , Hebei 071000,China

Abstract:Objective To analyze the relationship between serum exosomal microtubule affinity-regulating
kinase 4 (MARK4) ,glycoprotein I b platelet subunit « (GP1BA) and the severity of coronary artery lesions,
as well as major adverse cardiovascular events (MACE) following percutaneous coronary intervention (PCID)
in patients with stable coronary artery disease (CAD). Methods A total of 228 patients with stable CAD and
170 healthy controls who underwent routine health check-ups were selected as study subjects from February
2021 to December 2022 in the hospital. CAD patients were classified into the mild group (15 cases) , the mod-
erate group (185 cases) and the severe group (28 cases) based on the severity of coronary artery lesions. Ac-
cording to the occurrence of MACE within one year after discharge following PCI,CAD patients were further
divided into the MACE occurrence group and the non-occurrence group. The expression levels of serum exo-
some MARK4 and GP1BA were detected using real-time fluorescent quantitative polymerase chain reaction,

and the levels of serum interleukin-18 (IL.-18) and interleukin-18 (IL-1B) were detected by enzyme-linked im-
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