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Abstract

Objective: To explore the expression and significance of long non-coding RNA (IncRNA)
TPRG1-AS1 in the pathogenesis and development of acute coronary syndrome (ACS), in order to ex-
plore a novel biomarker for the diagnosis and prognosis of acute coronary syndrome. Methods: A total
of 109 patients with ACS and 66 patients receiving coronary angiography but excluding ACS were in-
cluded in this study. The significance of TPRG1-AS1 in screening ACS was evaluated by PCR analy-
sis of serum TPRG1-AS1 of the study subjects and ROC analysis. Pearson correlation test was used
to evaluate the relationship between TPRG1-AS1 and disease severity of ACS. Logistic regression
analysis was used to evaluate the potential relationship of TPRG1-AS1 to predict the occurrence of
major adverse cardiovascular events (MACE). Results: The expression of TPRG1-AS]1 in serum of

patients with ACS was significantly up-regulated, which is a risk factor for ACS. TPRG1-AS1 is pos-
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itively correlated with Gensini score, Cys-C, ¢Tnl and NT-proBNP levels of patients with ACS. In
addition, elevated serum TPRG1-AS1 is associated with a higher incidence of MACE during hospital-

ization and has been identified as a risk factor for MACE in patients with ACS. Conclusion: The in-

crease of serum TPRG1-AS1 can be used as a biomarker for the diagnosis of ACS and has certain pre-

dictive value for the severity of the disease. Upregulated TPRG1-AS1 in ACS served as a diagnostic

biomarker and predicted the severe development of patients.
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