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Abstract: Objective To detect the level of serum eosinophil cationic protein (ECP) and interleukin-13 (IL-
13) in patients of asthma-COPD overlap syndrome, and to explore its diagnostic value for acute exacerbation of
Asthma with COPD. Methods A retrospective study was conducted on 80 patients with acute attack of asthma,
acute exacerbation of COPD and asthma combined with acute exacerbation of COPD admitted to the Respiratory
Department of our hospital from August 2019 to August 2020, and another 80 patients with physical examination
were selected as the control. The levels of serum ECP and IL-13 was measured with enzyme-linked immunosorbent
assay (ELISA), the level of EOS was determined with automatic blood cell analyzer. Pulmonary function ventilation
was performed in all subjects, and the percentage of forced expiratory volume in forced vital capacity in the first
second (FEV /FVC) and the percentage of forced expiratory volume in predicted value in the first second
(FEV %pred) were calculated. Pearson correlation was used to analyze the correlation between serum ECP , IL-13,
eosinophil (EOS) and lung function indexes FEV,%Pred and FEV /FVC in patients with asthma combined with
acute exacerbation of COPD. The diagnostic value of the levels of ECP and IL-13 in patients with acute exacerbation
of asthma-COPD overlap syndrome was evaluated by ROC curve. Results Compared with the control group, serum
levels of ECP, IL-13, and EOS were increased (P < 0.05), and FEV %pred and FEV /FVC levels were decreased
(P < 0.05) in the acute attack of asthma group, acute exacerbation of COPD group and asthma-COPD overlap
syndrome group; compared with patients in the acute attack of asthma group, serum ECP, IL-13, EOS, FEV %pred,
FEV1/FVC levels in the acute exacerbation of COPD group were not statistically significant (P > 0.05), and serum
ECP, IL-13, and EOS levels in the acute exacerbation of asthma-COPD overlap syndrome group were increased (P <
0.05), and FEV %pred and FEV /FVC levels were all decreased (P < 0.05); the levels of serum ECP, IL-13 and EOS
in patients with acute exacerbation of asthma and COPD were positively correlated (P < 0.05), and the three were
negatively correlated with FEV %pred and FEV /FVC (P < 0.05). The AUC of the two combined tests in acute
exacerbation of asthma-COPD group overlap syndrome was 0.937, and the sensitivity and specificity were 89.3%
and 85.6%. Conclusions The abnormal high expression of serum ECP, IL-13 is closely related to the occurrence
and development of acute exacerbation of Asthma-copd overlap syndrome, which can reflect the degree of lung
function damage of patients with asthma-COPD overlap syndrome. Combined detection of both has a high
diagnostic value for patients with acute exacerbation of asthma-COPD overlap syndrome.
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Z: BB B R 9% W B IR 59 (enzyme linked
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el A SE [ D vE 2 R KRR A, LS UniCel
DxH800,
1.5 FhTIRESEia
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BT s A PR 2 ) A I 3240 55 1 R0 O e
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COPD#H 7332+20.53"  3322£10377  2.89+0.377
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i IL-13 7K -5 EOS £ IEAH ¢ (r =0.670, P =0.010) ,
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