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Abstract Objective: To investigate the relationship between neutrophil to lymphocyte ratio (NLR) and acute
carbon monoxide poisoning. Method: One hundred and eighty-one patients with acute carbon monoxide poisoning
admitted to our hospital from 2015 to 2017 were retrospectively analyzed. All the patients were divided into mild
group (n=230) ,moderate group (7#=284) and severe group (n==67). The general information, age,sex,blood pres-
sure,coma time and the minimental state examination (MMSE) score was collected. Routine blood cell test, blood
glucose, blood lipid, Creatinine, prothrombin time and fibrinogen was detected. Then NLR was calculated. Compare
the differences in all the data among three groups and to investigate the relationship between neutrophil to lympho-
cyte ratio (NLR) and MMSE score. Logistic regression analysis was used to analyze the influencing factors of poor
prognosis of ACOP. The receiver operating characteristic curve (ROC) was used to evaluate the predictive effect of
the NLR level on patients with ACOP on admission. Result: (D There were significant differences among three
groups in coma time (P<C0. 01) , White blood cell count (P<C0.01) ,NLR (P<C0. 01) ,fasting plasma glucose (P<C
0.01) and fibrinogen (P<C0.05). The NLR on admission was negatively correlated with MMSE score (r= —0.
278,P<C0.01). @ Multivariate logistic regression analysis showed that the increase of NLR was independent risk
factor for the severe ACOP (OR=1.037,95%CI was 1.012~1.121,P<C0.05). @ The diagnostic cut-off value of
the NLR level on admission for the poor prognosis of ACOP was 2. 305, Its sensitivity was 91. 2% ,and specificity
was 61.5%. Conclusion: NLR on admission can be used to evaluate the degree of ACOP,and can be used as a detec-
tion indicator for poor prognosis of ACOP.
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