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[Abstract] Objective: To assess serum levels of high-mobility group box-1 protein (HMGB1) in

patients with heart failure (HF) complicated by sleep apnea syndrome (SAS). Methods: A total of 124
HF patients (62 SAS and 62 non-SAS patients) and 41 normal controls were enrolled in this study.
Serum levels of HMGDB1, high-sensitivity C-reactive protein ( hsCRP) and N-terminal pro-brain
natriuretic peptide (NT-proBNP) in parallel with left ventricular structure and function were examined.
Logistic multivariable regression was used to analyze the independent risk factors of HF concurrent SAS,

Results; Serum levels of HMGB1, hsCRP and NT-proBNP were higher, and left atrial diameter, left
ventricular end-diastolic and end-systolic diameters were larger in HF patients than those in controls.
Left ventricular ejection fraction was lower in HF patients than that in controls. Serum levels of HMGBI1
and hsCRP were elevated especially in SAS patients with HF compared with non-SAS patients with HF.
HMGB!1 levels positively correlated with left ventricular end-systolic and end-diastolic diameters, NT-
proBNP and hsCRP. Multivariable regression analysis revealed that HMGB1 was an independent risk
factor in HF patients with SAS.  Conclusion: Serum level of HMGBI1 is significantly elevated in HF
patients with SAS, and it is an independent risk factor of this disease.
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