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Abstract: Objective To investigate the relationship among pulmonary function,inflammatory markers in
peripheral blood,and the occurrence of capillary leak syndrome (CLS) in individuals diagnosed with severe a-
cute respiratory distress syndrome (ARDS). Methods A total of 198 patients with severe ARDS who visited
the First Affiliated Hospital of Hainan Medical University from July 2021 to July 2024 were selected as the re-
search subjects. These patients were divided into the non-CLS group (n =167) and the CLS group (n=31)
based on whether CLS occurred during their hospitalization. The differences in general data,lung function at
admission [arterial partial pressure of oxygen (PaQ,) ,fraction of inspired oxygen (FiO,) ,tidal volume (VT),
end-expiratory positive pressure (PEEP) ,oxygenation index (OI)],and peripheral blood inflammatory indica-
tors [neutrophil/lymphocyte ratio (NLR), monocyte/lymphocyte ratio (MLR),systemic immune inflamma-
tion index (SID),interleukin (IL)-6,IL-8,IL.-17A ]between the two groups were compared. Univariate and

multivariate Logistic regression analyses were used to gradually screen the risk factors closely related to the
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occurrence of CLS in patients with severe ARDS. The efficacy of jointly predicting CLS in ARDS patients by
The ICU
hospitalization time, mechanical ventilation time,and PEEP in the CLS group were higher than those in the
non-CLS group (P<C0. 05),while PaO, and OI were lower than those in the non-CLS group (P <C0. 05). The
levels of NLR, SII, IL-8,and 11.-17A in the CLS group were significantly higher than those in the non-CLS
group (P<C0. 05). Univariate and multivariate Logistic regression analysis indicated that SII, IL-8, IL-17A

various risk factors was evaluated using the receiver operating characteristic (ROC) curve. Results

were important risk factors for CLS in patients with severe ARDS (P<C0. 05) ,and OI was an important pro-
tective factor for CLS in patients (P<C0. 05). ROC curve analysis showed that the AUC (95%CI) of OI,SII,
IL-8,and IL.-17A combined for predicting CLS in patients with severe ARDS was 0. 856 (0. 762—0. 949). Con-
clusion The lower OI level and higher inflammatory level in patients with severe ARDS are associated with
the occurrence of CLS. Close monitoring of patients’ lung function and peripheral blood inflammatory levels is
beneficial for early diagnosis and prevention of CLS.
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