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Abstract: Objective To explore the diagnostic value of serum oncostatin M (OSM) and asparagine endo-
peptidase (Legumain) for the stability of coronary atherosclerotic plaques in patients with acute coronary syn-
drome (ACS) and their predictive value for the prognosis of patients. Methods A total of 88 patients diag-
nosed with ACS by coronary angiography in the hospital from April 2022 to April 2023 were selected as the
ACS group,and another 88 healthy volunteers who underwent physical examinations in this hospital during
the same period were selected as the control group. According to the stability results of coronary atheroscle-
rotic plaques detected by color Doppler ultrasound diagnostic instrument,the ACS group was divided into sta-
ble plaque group (46 cases) and unstable plaque group (42 cases). According to the 6-month follow-up re-
sults,the patients were divided into poor prognosis group and good prognosis group. The receiver operating
characteristic (ROC) curve was used to analyze the the diagnostic value of serum OSM and Legumain for the

instability of coronary atherosclerotic plaque and the predictive value for poor prognosis in ACS patients. Re-
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sults The white blood cell count and C-reactive protein level in the ACS group were higher than those in the
control group,and the differences were statistically significant (P<C0. 05). The serum levels of OSM and Le-
gumain in ACS group were significantly higher than those in control group (P <C0. 05). Compared with the
stable plaque group,the serum levels of OSM and Legumain in the unstable plaque group were significantly
increased (P <C0.05). The results of ROC curve analysis showed that the area under curve (AUC) of OSM
and Legumain alone in diagnosing the instability of coronary atherosclerotic plaque in ACS patients were
0. 823 and 0. 773 respectively, which were lower than the AUC of combined detection of OSM and Legumain
(Z=1.960,2.079,P<C0.05). There were 32 cases in the poor prognosis group and 56 cases in the good prog-
nosis group. The C-reative protein level of the poor prognosis group was higher than that of the good progno-
sis group,and the difference was statistically significant (P<C0. 05). The serum levels of OSM and Legumain
in the poor prognosis group were higher than those in the good prognosis group (P <C0. 05). ROC curve analy-
sis showed that the AUC of OSM and Legumain alone in predicting poor prognosis of ACS patients were
0.761 and 0. 743 respectively, which were lower than the AUC of their combination (Z=1. 850,2. 406, P <<
0.05). Conclusion Serum OSM and Legumain are associated with the stability of coronary atherosclerotic

plaque in ACS patients, which can be used as auxiliary indicators to evaluate the short-term prognosis of ACS.
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