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[Abstract] Objective To investigate the clinical value of serum heparin binding protein (HBP) level in the early di-
agnosis and prognosis of sepsis. Methods The 130 patients admitted to the ICU were divided into non—sepsis group (n=
65) ,non—shock sepsis group (n=41) and septic shock group(n=24) according to whether sepsis and shock occurred.The
sequential organ failure assessment (SOFA) score, acute physiology and chronic health evaluation II (APACHE 1II )
score, and HBP levels at Oh,24h,48h, and 72h among three groups were compared.According to the 28d survival situa-
tion, the patients were divided into survival group and death group.The HBP levels at the times of hospitalization and
28d between two groups.The value of HBP in predicting sepsis was evaluated by the receiver operating characteristic
(ROC) curve. Results The HBP levels in the non—shock sepsis group and the septic shock group at Oh,24h, 48h, and
72h were higher than the non—sepsis group, and the HBP level in the septic shock group at Oh,24h,48h, and 72h were
higher than the non-shock sepsis group (1=4.68,
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than those in the non—sepsis group, and the septic shock group were highest (1=8.74,7.26,5.24,7.26,6.28,6.28, P<

0.05).HBP level was positively related with SOFA and APACHE 1 scores (r=0.54,0.49, P<<0.05).Serum HBP levels
were significantly higher in the death group at the time of hospitalization and death than in the survival group (1=3.95,

5.26, P<0.05).The sensitivity and specificity of HBP for diagnosing sepsis were 84.71% and 82.56%, respectively.The

cut-off value was 16.14 ng/ml.The AUC was 0.85.The sensitivity and specificity of HBP for diagnosing septic shock were
87.50% and 87.07%, and the cut—off value was 19.45 ng/ml.The AUC was 0.89. Conclusion The serum level of HBP
increased significantly in patients with sepsis, especially in patients with septic shock. Within 72 hours, the level of HBP

in patients with sepsis gradually increased with time, and relate with the severity of the disease.Monitoring the level of se-

rum HBP has great significance for the early diagnosis and severity evaluation of sepsis.
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