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Early Diagnostic Value and Prognostic Severity of Serum Soluble CD40 Ligand in Patients with Sepsis. Yan Yihe, Sun Xuedong, Xing
Haibo, Mao Yaosheng. The First Clinical Medical Institute of Wenzhou Medical College, Zhejiang 325000, China

Abstract Objective To investigate the effect of serum soluble CD40 ligand (sCD40L) in the early diagnosis and severity in sepsis
patients. Methods The present study is a prospective ,observational and randomly control clinical trial. Fifty — four systemic inflammatory
response syndrome ( SIRS) patients who admitted to the intensive care unit( ICU) of Shaoxing Peoples hospital from January 2011 to Octo-
ber 2012 were recruited. According to the diagnostic criteria made by ACCP and SCCM in 1991 all patients were divided into two groups:
SIRS group (n =26) and Sepsis group (n =28). Based on whether sepsis patients had refractory hyotension,low histic irrigation and organ
dysfunction, they were divided into septic shock group (n =12)and no - septic shock group (n =16). After patients were hospitalized,
routine examinations and evaluated by APACHE Il and the Sepsis — related Organ Failure Assessment ( SOFA) score system. Serum
concentration of sCD40L and tissue factor (TF) were measured by enzyme linked immunoabsorbant assay ( ELISA ). Statistical analyses
were conducted by SPSS 16. 0. The cut — off value, sensitivity and specificity of sCD40L in sepsis diagnosis were calculated by receiver
operating characteristic curve( ROC). Quantitative data were analyzed by F — test or Mann — Whitney U test. Enumeration data were com-
pared by chi square test. Correlation of the parameters was analysed by Spearman test. Results Compared with sepsis group, the SIRS
group exhibited lower levels of sCD40L and PCT. Serum levels of PLT in sepsis group is much less than SIRS group. Areas under the curve
(AUC) of sCD40L in diagnosis of sepsis was 0.848(95% CI:0.747 —0.948). Based on a cut — off point of 2. 75ng/ml, the sensitivity
and specificity of sCD40L in early diagnosis of sepsis was 89.3% and 82.1% . Furthermore ,serum sCD40L concentration and SOFA scores
were higher significantly in septic shock group in contrast to the no — septic shock group. A positive correlation was found between sCD40L
and TF (correlation coefficient =0.57,P <0.01) , while negative correlation between sCD40L and PCT( correlation coefficient =0. 118, P
<0.01). Conclusion Serum sCD40L may be an useful biomarker for diagnose sepsis. Additionally, high levels of sCD40L predicts
occurrence of septic shock.
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