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Study on the predictive value of heparin-binding protein combined with soluble
growth-stimulating expression gene 2 protein for the prognosis of

elderly patients with acute heart failure”
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[Abstract] Objective To explore the predictive value of heparin-binding protein (HBP) combined with
soluble growth-stimulated gene 2 protein (sST2) for the prognosis of elderly patients with acute heart failure
(AHF). Methods A total of 338 elderly AHF patients who were treated in the Affiliated Hospital of Xuzhou
Medical University and Kuitun Hospital of Ili Kazakh Autonomous Prefecture from April 2021 to March 2022
were selected as the research subjects. The patients were followed up for 1 year. According to whether the ma-
jor adverse cardiovascular and cerebrovascular events (MACE) occurred during the follow-up period, they
were divided into the MACE group and the non-MACE group,respectively. The baseline characteristics of the
patients were recorded, laboratory indicators were detected, transthoracic color Doppler ultrasound examina-
tion was completed, the risk factors affecting the prognosis of elderly patients with AHF ,as well as the predic-
tive value of HBP and sST2 for the prognosis of elderly patients with AHF were analyzed. Results Among
the 338 elderly AHF patients,101 patients experienced MACE, and 237 patients did not. The levels of serum
creatinine, NT-proBNP, troponin T, white blood cell count (WBC), left ventricular end-diastolic diameter
(LVEDD) ,HBP,and sST2 in the MACE group were higher than those in the non-MACE group,while the left

ventricular ejection fraction (LVEF) was lower than that in the non-MACE group.and the differences were
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statistically significant (P<C0.05). LVEF was a protective factor for the occurrence of MACE (HR<1,P <<
0.05) and age,diabetes mellitus, creatinine, NT-proBNP, troponin T, LVEF, WBC, HBP,and sST2 (HR >1,
P<C0.05) were the influencing factors for the occurrence of MACE. The optimized model (Model 5) has the

highest predictive efficiency for the prognosis of elderly patients with AHF, with an area under the curve

(AUC) of 0.976 (95%CI:0.962—0. 990). Conclusion

Both HBP and sST2 are independent risk factors for

the occurrence of MACE in elderly AHF patients. The predictive model established by combining HBP and

sST2 has a high predictive value.

[Key words] heart failure; biomarkers; heparin-binding proteins;soluble growth- stimulation expression

gene 2 protein;major adverse cardiovascular events
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ACET: i 48 % 7K R 400 B 10 ) 70 5 ARB: 45 583K 3R T 32 AR A5 PU 7l s ARNI I 45 58 5K 352 4 M Ml SOk 6 40 060 00 5 ARR . 18 ] 1 52 4% 435 e 7105

SGLT21. §4-#i B AL m B 2 4l 5

*x2 MEARELWERIRILE

5 H MACE 4l (n=101) 4k MACE 41 (n =237) Z/t P

ALTIM(Q,.Q;)>.U/L] 38.91(18.54,52.92) 35.25(21. 3,49, 24) 0. 649 0.516
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NT-proBNP[M(Q,,Q;) ,pg/L] 8 103.03(2 481. 52,15 940. 61) 976.42(513.12.2 143.79) 10. 505 <0. 001
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