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Abstract Objective: To explore the value of serum myostatin in the prognosis of elderly patients with severe
decompensated acute heart failure(AHF). Methods: From June 2015 to January 2019, 286 elderly patients with
severe decompensated AHF were selected. Within 24 hours after admission, the elbow vein blood was drawn and
the myostatin level was detected by enzyme-linked immunosorbent assay. Patients were divided into high expres-
sion group and low expression group with median as cutoff value. The survival rate of 286 patients was calculated
180 days after admission, and then the patients were divided into survival group and death group. Kaplan-Meier
curve was drawn to analyze the survival rate of patients; logistic regression was used to analyze the factors influen-
cing the prognosis of patients; ROC curve was used to analyze the value of myostatin in predicting the prognosis of
patients. Results: Two hundred and eighty-six patients died 180 days after admission, the mortality rate was
18.88%. The serum concentration of myostatin was(12. 18 +4. 08) ng/mlL,the median was 10. 27 ng/mL, the
survival rate of patients in the high expression group was significantly lower than that in the low expression group
(P<C0.05). The expression levels of CRP, BNP, NT-proBNP and myostatin in the dead group were higher than
those in the living group(P <C0.05). The results of logistic multivariate analysis showed that CRP, BNP, NT-
proBNP and myostatin were the independent factors for death in elderly patients with severe decompensated AHF
(P<C0.05). The area under ROC curve (AUC) of serum myostatin was 0. 736, which was significantly higher
than CRP(AUC=0.379), BNP(AUC=0.625) and NT-proBNP(AUC=0. 643). Conclusion: Myostatin has a
certain value in predicting the prognosis of elderly AHF patients in severe decompensation.
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