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Clinical value of combined detection of serum S100A8/A9 and CX3CL1 in patients
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Abstract ; Objective To investigate the clinical value of combined detection of serum S100 calcium binding
protein A8/A9 complex (S100A8/A9),C-X3-C chemokine ligand 1 (CX3CL1) in patients with chronic ob-
structive pulmonary disease (COPD). Methods A total of 120 patients with COPD who were admitted to the
hospital from January 2019 to December 2019 were selected, the patients with COPD were divided into 53 pa-
tients with acute exacerbation of COPD (AECOPD group) and 67 patients with COPD stable phase (COPD
stable phase group) ,another 90 healthy subjects were selected as the control group. The levels of baseline da-
ta,pulmonary function [ forced expiratory volume in the first second (FEV1),FEV1 as a percentage of the es-
timated value (FEV1/Pre),FEV1/forced vital capacity (FVC)], serum S100A8/A9, CX3CL1,inflammatory

factors [ tumor necrosis factor-a ( TNF-q) sinterleukin-18 (IL-18) and C-reactive protein (CRP) ] were com-
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pared. The correlation of serum S100A8/A9, CX3CL1 levels with lung function and inflammatory factors in
COPD patients and the predictive value of serum SI100A8/A9, CX3CL1 levels in COPD were analyzed.
Results Compared with the control group,patients in COPD stable phase group and AECOPD group had lon-
ger smoking years (P <C0. 05). The serum S100A8/A9,CX3CL1, TNF-q,IL-18 and CRP levels were higher
(P<C0.05),and the FEV1,FEV1/Pre and FEV1/FVC were significantly reduced (P <C0. 05). The smoking
years in COPD stable phase group was shorter than that in AECOPD group,the serum S100A8/A9,CX3CL1,
TNF-qa,IL-18 and CRP levels were lower than those in AECOPD group (P<C0.05) ,and the FEV1,FEV1/Pre
and FEV1/FVC were higher than those in AECOPD group (P <C0. 05). Serum S100A8/A9 and CX3CL1 levels
were positively correlated with serum TNF-q, IL-18 and CRP (P <C0. 05), and negatively correlated with
FEV1,FEV1/Pre and FEV1/FVC (P<(0.05). The area under the curve of separate detection of serum
S100A8/A9,CX3CL1 and combined detection of serum S100A8/A9 and CX3CL1 were 0. 743,0. 751 and 0. 854
respectively, the sensitivity were 67.37%,72.92% and 82. 29% respectively, and specificity were 66. 32% ,
67.71% and 80. 21% respectively. Conclusion Serum S100A8/A9 and CX3CL1 levels are increased in pa-
tients with COPD,and serum S100A8/A9 and CX3CL1 levels are related to lung function and inflammatory
factors,suggesting that SI00A8/A9 and CX3CL1 may be mainly involved in COPD inflammation mecha-
nisms.and the combined detection of serum S100A8/A9 and CX3CL1 levels has high value in predicting the

condition of COPD.
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