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Abstract Objective: To explore the influencing factors of death after discharge from the acute exacerbation period of
COPD based on the competing risk model and to construct a warning model. Methods: The clinical data of 285 patients with
COPD acute exacerbation were retrospectively analyzed and followed up. Patients who died from COPD during the follow-up
period were included in the outcomes event group, those who died for other reasons were included in the competing event
group, and those who survived at the end of the follow-up were included in the survival group. The clinical data of the three
groups were compared, and the competing risk regression analysis was conducted to explore the influencing factors of death
after discharge. The cumulative mortality rate after discharge from the acute exacerbation period of COPD was calculated
using the Kaplan-Meier survival curve and the competing risk model. A risk warning nomogram model for death after dis-
charge from the acute exacerbation period of COPD was constructed, and the predictive efficacy and calibration of the model
were verified using the receiver operating characteristic (ROC) curve and Hosmer-Lemeshow goodness-of-fit test. Results:
The follow-up period was 2 to 53 months, with a median of 36 (11, 45) months. A total of 61 cases (21.40% ) had
outcomes events, 8 cases (2.81% ) had competing events, and 216 patients (75.79% ) survived. The number of acute
exacerbations in the past year (HR = 2.517, 95%CI.1.694-3.739), mMRC grade 2 at discharge (HR = 2.328, 95%
Cl. 1.539-3.520), CREWS score (HR = 2.489, 95%CI: 1.519-4.079) and C-reactive protein (CRP) (HR = 2.469,
95% CI; 1.540-3.960) were risk factors for death after discharge (P < 0.05), and the prognostic nutritional index ( PNI)
at discharge (HR = 0.438, 95% CI. 0.271-0.708) , adherence to maintenance treatment ( HR = 0.356, 95% CI. 0.205-
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0.618) were protective factors for death after discharge (P < 0.05). The cumulative mortality rate obtained from the

Kaplan-Meier survival curve was 22.02% , which was higher than 21.40% of the competing risk model. The risk warning

nomogram model for death after discharge from the acute exacerbation period of COPD was constructed, and the area under

the ROC curve, sensitivity, and specificity of the model for predicting death after discharge were 0. 931 (95% CI.
0.895-0.957), 86.89% , and 95.54% , and there was no statistically significant difference between the predicted probabili-
ty and the actual probability (P> 0.05). Conclusion: The number of acute exacerbations in the past year, mMRC grade 2

at discharge, CREWS score, and blood CRP level are risk factors for death after discharge from the acute exacerbation period

of COPD, and PNI at discharge and adherence to maintenance treatment are protective factors for death after discharge; the

risk warning nomogram model for death after discharge from the acute exacerbation period of COPD has high predictive value

for death.
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