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Abstract Objective: To investigate the changes of serum ALB, COP and CLI in acute respiratory distress
syndrome (ARDS) secondary to paraquat poisoning. and to evaluate their clinical value in diagnosis and mortality
predication of ARDS. Method: One hundred sixty-seven patients with PQ poisoning were devided into ARDS
group(85 cases) and non-ARDS group(82 cases). ALB, COP and CLI at admission to ICU(T1) and the time-
point when diagnosed for ARDS(T2) were collected. Receiver operating characteristic curve(ROC) was used to e-
valuate the performance of these indexes for the diagnosis and mortality prediction of acute paraquat-poisoned pa-
tients with ARDS. Result: The levels of ALB and COP were depressed, and CLI were elevated in ARDS patients
compared with non-ARDS ones at T1 time-point. These three indexes had the same trend in T2 time-point com-
pared with T1 time-point,and those of the dead patients were compared with those of survivors in ARDS group.
ROC suggested that the best predictive AUCs of the early diagnosis in acute paraquat-poisoned patients with
ARDS for single index and combination at T1 time-point were 0. 748(95%CI: 0. 674 —0.822) (COP) and 0. 764
(95%CI : 0.694—0. 835) (COP+CLD, respectively. Meanwhile the best predictive AUCs of 21-day mortality for
single index and combination at T2 time-point were 0. 712(95% CI: 0. 604 —0. 820) (COP) and 0. 725(95%CI :
0.618—0.833) (ALB+COP), respectively. Conclusion: ALB, COP and CLI are associated with the occurrence,
development and poor prognosis in acute paraquat-poisoned patients with ARDS. It is possible that COP act as a
significant diagnostic indicator for ARDS secondary to paraquat poisoning and as a predictive marker for poor prog-
nosis of acute paraquat poisoning and as predictive markers for poor prognosis of acute paxaquat-poisoned patients
with ARDS.
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