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Abstract: Objective  To evaluate the correlation of ST-segment resolution (STR) after percutaneous coronary intervention
(PCD) and serum N-terminal pro-brain natriuretic peptide (NT-proBNP) before PCI in patients with acute myocardial infarction
(AMD. Methods

of STR of 180 min after PCI treatment: ST-segment resolution group (group A,n=108) and ST-segment not resolution group

One-hundred and twenty AMI patients were enrolled in this study and divided into two group based on condition

(group B,n=12). The levels of NT-proBNP before and 180 min after PCI were tested. The prevalence of major adverse cardiac e-
vents (MACE) one year after PCI were also been recorded. Results The level of NT-proBNP in group A after PCI treatment
[(854.37£70. 2)pg/mL] was significantly lower than before[ (1 064.34173. 2)pg/mL](P=0.031). After PCI treatment, the inci-
dence rate of MACE in group A (14.8%) was significantly lower than those of group B (50. 0%) (P<C0. 05). For AMI patients,
STR were negatively associated with MACE(r= —0. 667, P=0. 005) and levels of ANT-proBNP were negatively related with
MACE(r=—0.551,P=0. 023) while positively associated with STR(»=0. 629, P=0.009). ROC analysis showed that the AUC
of ANT-proBNP and STR were 0. 838 and 0. 903, respectively,and cut-off values of ANT-proBNP and STR were 65. 4 and 33. 5
respectively. The 95%CI of the two indicators were 0. 714 —0. 893 and 0. 834 — 0. 953. The sensitivity and specificity of ANT-
proBNP were 88. 4% and 83. 7% ,which of STR were 83.4% and 80. 3% ,respectively. Conclusion For AMI patients, the levels of
NT-proBNP are associated with STR at time point of 180 min after PCIL. Both of the indicators are useful for MACE prognosis.
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