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Abstract: Objective: To investigate the association of serum miR — 208a expression, angiopoictin — Like Protein 7
(ANGPTL?7) and soluble myeloid cell trigger receptor —1 (sSTREM — 1) levels with ventricular remodeling and prog-

nosis in patients with chronic heart failure (CHF). Methods: This retrospective observational study included 115 pa-
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tients with CHF admitted to Suzhou Municipal Hospital of Anhui Province between September 2018 and September
2023. According to prognosis during follow — up, patients were divided into favorable outcome group and unfavor-
able outcome group. ANGPTL7 and sTREM — 1 levels were detected by enzyme — linked immunosorbent assay
(ELISA). Real — time fluorescence quantitative polymerase chain reaction (qQRT — PCR) was used to detect miR —
208a expression. Left ventricular end — diastolic diameter (LVEDd) . interventricular septal thickness (IVST), left
ventricular posterior wall thickness (LVPWT) and left ventricular ejection fraction (LVEF) were measured by car-
diac ultrasound. The association of serum miR — 208a expression, ANGPTL7 and sSTREM — 1 levels with ventricular
remodeling indexes were analyzed by Pearson method. The predictive value of serum miR — 208a expression, AN-
GPTL7 and sTREM — 1 levels for prognosis in CHF patients was analyzed by receiver operating characteristic
(ROC) curve. Results: Pearman correlation analysis showed that serum miR — 208a expression was significant posi-
tively associated with LVEDd, IVST and LVPWT (r =0. 725, 0.831, 0.837, P<C0.001 al) , ANGPTL7 was signif-
icant positively associated with LVEDd, IVST and LVPWT (r =0. 826, 0.835, 0.752, P<<0.001 all), and sSTREM
—1 level was significant positively correlated with LVEDd, IVST and LVPWT (r =0.746, 0.761, 0.724, P<<
0. 001 all). Serum miR — 208a expression, ANGPTL7 and sTREM — 1 levels were significantly negatively correlated
with LVEF (r= —-0.753, —0.861, —0.762, P<0.001 all). ROC curve indicated that a combination of miR —
208a, ANGPTL7 and sTREM — 1 detection had significant higher efficacy (AUC 0. 931, 95% CI 0. 867 — 0. 970) in
predicting unfavorable outcome compared to miR — 208a (AUC 0. 752, 95%CI 0.662 — 0. 828), ANGPTL7 (AUC
0.813, 95%CI 0.729 — 0.880) and sTREM — 1 (AUC 0.789, 95% CI 0.702 — 0.860) alone (Z = 3.315, 2. 363,
2.764, P<<0.05 or <€0.01). Conclusion: Combination of miR —208a, ANGPTL7 and sTREM — 1 had good predic-

tive value for prognosis in patients with CHF, which could be used to early identify risk of unfavorable outcome.
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