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Abstract: Objective  To investigate the relationship between plasma C-C motif chemokine ligand 2
(CCL2),C-X-C motif chemokine ligand 12 (CXCL12) and disease severity and clinical outcome in patients
with sepsis-associated acute respiratory distress syndrome (SARDS). Methods A total of 130 patients with
SARDS admitted to the Xuzhou Traditional Chinese Medicine Hospital from January 2021 to September 2024
were prospectively selected as the SARDS group,and 130 healthy people who underwent physical examination
in the Xuzhou Traditional Chinese Medicine Hospital during the same period were selected as the control
group. According to their condition, patients with SARDS were divided into a mild SARDS subgroup (n=39),
a moderate SARDS subgroup (7 =47) ,and a severe SARDS subgroup (n=44) . According to the clinical out-
come within 28 days after admission, patients with SARDS were divided into a death group and a survival

group. Spearman correlation analysis was used to analyze the correlation between plasma CCL2,CXCL12 lev-
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els and SpO, /Fi0O, in patients with SARDS. Multivariate Logistic regression analysis was used to analyze the
relationship between plasma CCL2,CXCL12 levels and clinical outcome in patients with SARDS. Receiver op-
erating characteristic curve was used to analyze the predictive value of plasma CCL2 and CXCL12 levels for
clinical outcome. Results Compared with the control group,the plasma levels of CCL2 and CXCL12 in the
SARDS group were increased (t =31. 024,24, 117,P<C0. 001). The plasma levels of CCL2 and CXCL12 in the
mild SARDS subgroup,moderate SARDS subgroup,and severe SARDS subgroup increased in sequence (F =
215.561,168.208,P<C0. 001). The plasma levels of CCL2 and CXCL12 in patients with SARDS were nega-
tively correlated with SpO,/FiO, (r=—0. 792, —0. 756, P <(0. 001). The mortality rate of 130 patients with
SARDS within 28 days after admission was 40. 00% (52/130). Compared with the survival group,the plasma
levels of CCL2 and CXCL12 in the death group were increased (t =7.109,6. 442, P <C0. 001). Mechanical ven-
tilation time =3 d (OR =4.699,95%CI 1. 164 —18. 974), high sequential organ failure assessment (SOFA)
score (OR=1.279,95%CI 1. 021 —1. 602), high acute physiology and chronic health evaluation Il score
(OR=1.165,95%CI 1.041—1. 304) ,high levels of CCL2 (OR=1.181,95%CI 1.089—1. 281)and CXCL12
(OR=1.213,95%CI 1.080—1. 362) were independent risk factors for death in patients with SARDS (P <<
0.05). The area under the curve of plasma CCL2 and CXCL12 levels combined to predict the clinical outcome
of patients with SARDS was 0. 908, which was larger than 0. 805 and 0. 800 of plasma CCL2 and CXCL12 lev-
els predicted alone (Z=3. 224,3. 159, P <0. 05). Conclusion The plasma levels of CCL2 and CXCL12 are in-

creased in patients with SARDS, which are related to the aggravation of the disease and poor clinical outcomes. The

combination of plasma CCL2 and CXCIL12 levels has a higher efficiency in predicting clinical outcomes.
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