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Abstract Objective: To identify the risk factors of delayed encephalopathy after acute carbon monoxide poi-
soning(DEACMP) and assess the application value of nomogram for predicting DEACMP. Methods: The medical
records of 441 patients admitted to Cangzhou Central Hospital between May 2010 and April 2021 due to acute car-
bon monoxide poisoning were retrospectively reviewed, and patients were assigned to the DEACMP group(n=22)
or non-DEACMP group(n=419). Nomogram based on risk factors screened by logistic risk regression analysis
was constructed, and internal validation was performed by area under the curve and calibration curve. Results:
The coma duration out of exposure, history of stroke, and creatin kinase were independent risk factors for DEAC-
MP. The area under the curve of nomogram for predicting DEACMP was 0. 964 (95% confidence interval: 0. 948-
0.970), with 94. 4% of sensitivity and 95. 0% of specificity. The calibration curve shows that the line graph mod-
el was in good agreement with the actual DEACMP risk. Conclusion: Acute carbon monoxide poisoning patients
with long coma duration out of exposure, history of stroke, and elevated creatin kinase has high risk of DEACMP.
The nomogram model constructed based on these risk factors shows good diagnostic performance and contributes

to predict occurrence risk of DEACMP early in clinical practice for clinicians.
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