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Abstract: Objective To investigate the relationship between serum salusin-8 and Klotho levels with the
cardiac function classification and prognosis in the patients with acute heart failure (AHF). Methods A total
of 214 patients with AHF admitted and treated in this hospital from January 2021 to January 2024 were select-
ed as the AHF group,including 81 cases of the New York Heart Association (NYHA) functional class Il ,83
cases of class [l and 50 cases of class V. Meanwhile,50 healthy volunteers who underwent physical examina-
tion in this hospital during the same period were selected as the control group. After AHF patients were dis-

charged after receiving the relevant treatments in accordance with the guidelines, they were followed up for a
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period of 6 months,the patients with re-hospitalization due to heart failure or cardiac death were included in
the poor prognosis group,while the remaining patients were included in the good prognosis group. Serum sa-
lusin-8 and Klotho levels of all subjects were detected by the enzyme-linked immunosorbent assay (ELISA).
The baseline data of AHF patients were collected. The Spearman correlation was used to analyze the correla-
tion between serum salusin-f8 and Klotho levels with the cardiac function classification in AHF patients. The
multivariate Logistic regression was used to analyze the influencing factors of poor prognosis in AHF pa-
tients. The receiver operating characteristic (ROC) curves were drawn to analyze the predictive efficiency of
serum salusin-f and Klotho for poor prognosis in AHF patients,and the Del.ong test was used to compare the
areas under the curves (AUCs). Results The serum salusin-§ level in the AHF group was higher than that in
the control group,while the Klotho level was lower than that in the control group (P<C0. 05). Serum salusin-
=109.192,P ,u<<
0.001),while serum Klotho level was decreased with the progressive increase of cardiac function classification

(Flrcnd -
in AHF patients was positively correlated with the cardiac function classification (r,=0. 718, P<Z0.001) ,and

B level was increased with the progressive increase of cardiac function classification (F .4

223,561, P ,,a<<0.001). The Spearman correlation analysis results showed that serum salusin-f8 level

serum Klotho level was negatively correlated with the cardiac function classification (r,= —0.729, P <<
0.001). The NYHA functional class, N-terminal pro-B-type natriuretic peptide (NT-proBNP), salusin-f and
Klotho levels in the poor prognosis group showed statistically significant differences compared to those in the
good prognosis group (P <C0.05). The multivariate Logistic regression analysis results revealed that the NY-
HA functional class IV, NT-proBNP level increase and salusin-f level increase all were the independent risk
factors for the poor prognosis in AHF patients (P <C0. 05) ,while the Klotho level increase was an independent
protective factor for the poor prognosis in AHF patients (P <C0.05). The ROC curve reaults showed that the
AUCs of serum salusin-f and Klotho alone and their combination for predicting the poor prognosis in AHF pa-
tients were 0. 789,0. 799 and 0. 887 respectively. The AUC of the 2-item combination prediction was larger
than that of serum salusin-8 and Klotho alone (Z=3.953,3.649;P<C0.001). Conclusion The serum salusin-
B level in AHF patients is increased and the Klotho level is decreased, which are associated with the cardiac
function classification and prognosis. The combination of serum salusin-f and Klotho levels has high predictive
efficiency for the poor prognosis in AHF patients.
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— LW LA R, D IR I HR LT sa-
lusin-B 7K ¥ B A T [T 9 A1 IV 4% 58 2 (P <<0. 05) , .0
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