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Abstract: Objective To observe the clinical value of serum fatty acid binding protein-4 (FABP4),cathep-
sin S (Cat S) and paraoxonase (PON)-1 in prediction of major adverse cardiovascular events (MACE) in pa-
tients with acute non-ST-elevation myocardial infarction (NSTEMI). Methods A total of 119 patients with
NSTEMI in the hospital in 2019 were selected as the NSTEMI group. In addition,45 patients with ST-eleva-
tion myocardial infarction (STEMD and 75 patients with unstable angina (UAP) who visited the hospital dur-
ing the same period were selected as STEMI group and UAP group, respectively. The changes of serum
FABP4,Cat S and PON-1 levels in each group were compared,and the relationship between serum FABP4,Cat
S and PON-1 levels in patients with NSTEMI and the risk of MACE and cardiac function were analyzed,and
the prediction efficacy of MACE in NSTEMI was evaluated. Results The levels of serum FABP4 and Cat S in
STEMI group were higher than NSTEMI group and UAP group, and those in NSTEMI group were higher
than those in UAP group,and increased with the risk of MACE and the grade of cardiac function (P<C0. 05);
While the level of serum PON-1 in STEMI group was lower than that in NSTEMI group and UAP group.and
that in NSTEMI group was lower than that in UAP group,and decreased with the increase of MACE risk and
cardiac function grade (P<C0. 05). The levels of serum FABP4 and Cat S in MACE group were higher than those in
non MACE group, while the level of serum PON-1 was lower than that in non MACE group (P <C0. 05). Serum
FABP4,Cat S and PON-1 had high predictive efficacy for Mace in NSTEMI patients. The area under the curve of the
three combined tests was 0. 983, which was higher than that of FABP4,Cat S and PON-1 (P <C0. 05). Conclusion
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Serum FABP4,Cat S and PON-1 are abnormally expressed in patients with NSTEMI. The combined detection of the
three indicators has important predictive value for MACE in patients with NSTEMI.
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