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ABSTRACT Objective: To investigate the relationship between increased chemotaxis of neutrophils in expiratory condensate and
airway immune dysfunction during the acute exacerbation of COPD (AECOPD) period. Methods: From April 2018 to May 2021, 88
cases of COPD patients diagnosed and treated in this hospital were selected as the research objects that included 48 cases of AECOPD
patients (acute group) and cases of 40 COPD patients in remission (remission group). The percentage of neutrophil oxidative
phagocytosis, expiratory condensate CCL18 and CC16 content, peripheral blood T lymphocyte subgroup levels were detected, and
recorded the total airway viscous resistance, total airway resistance, proximal airway viscous resistance and other indicators and given
correlation analyzed. Results: The percentage of oxidative phagocytosis of neutrophils in the acute group were lower than that in the
remission group (P<0.05). The contents of expiratory condensate CCL18, CC16 and total airway viscous resistance, total airway
resistance, proximal airway viscous resistance in the acute group were higher than those in the remission group (P<0.05). The proportion
of CD4'T lymphocytes in the acute group were lower than that in the remission group (P<0.05), and the ratio of CD8'T lymphocytes were
higher than that in the remission group (P<0.05). The results of binary logistic regression analysis showed that the percentage of
neutrophil oxidative phagocytosis, total airway impedance, the proportion of CD4'T lymphocytes, and expiratory condensate CCL18
were important factors leading to the occurrence of AECOPD (P<0.05). Conclusion: Patients with AECOPD are accompanied by
increasing in the content of expiratory condensate CCL18 and CC16 and decreasing in the percentage of neutrophil oxidative
phagocytosis, as well as increasing in airway resistance and decreasing in immune function, the percentage of neutrophil oxidative
phagocytosis, total airway impedance, The ratio of CD4*T lymphocytes and expiratory condensate CCL18 are important factors leading
to the occurrence of AECOPD.
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Table 1 Comparison of general data between the two groups

Gender Body mass index  Systolic blood  Diastolic blood
Groups n FEV (%) Age (years)
(Male/female) (kg/m?) pressure (mmHg) pressure (mmHg)
Acute group 48 53.22+4.29 26/22 66.23+2.23 21.89+2.89 132.20+18.22 81.44+9.14
Ease group 40 53.32+5.11 22/18 66.11+2.19 22.39+1.04 132.11£19.42 80.99+10.42
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Table 2 Comparison of percentage of neutrophil oxidative phagocytosis between the two groups (%, meanz+ standard deviation)

Groups n Neutrophils oxidative phagocytosis percentage
Acute group 48 93.48+2.27*
Ease group 40 96.22+3.28

Note: compared with the ease group, *P<0.05.
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Table 3 Comparison of content of CCL18 and CC16 in expiratory condensate between the two groups (pg/ mL, meanz+ standard deviation)

Groups n CCL18 CCl6
Acute group 48 19.33+2.48%* 2.77+0.38*
Ease group 40 16.87+2.11 1.98+0.33

Note: compared with the ease group, *P<0.05.

x4 MASERAITLE(Kpa/Ls, H#AREE)

Table 4 Comparison of airway resistance between the two groups (Kpa/L.s, mean+standard deviation)

Total airway viscosity

End airway viscosity

Groups n ) Total airway impedance )
resistance resistance
Acute group 48 0.42+0.03* 0.40+0.02* 0.46+0.03*
Ease group 40 0.37+0.04 0.36+0.01 0.38+0.03
Note: compared with the ease group, *P<0.05.
24 T HEBHEMRITETWITE AR TEMLL(P<0.05), ILFK S,
ATELLAY CDA'T ik A A LE B T 22 i 41, CD8'T ik 2
R5 WATHEAMRITRHTUIT L%, HEAREE)
Table 5 Comparison of T lymphocyte subsets between the two groups (%, mean+standard deviation)
Groups n CD4* CD8*
Acute group 48 26.33£1.42 36.54+1.55
Ease group 40 30.28+1.46 31.98+1.09

Note: compared with the ease group, *P<0.05.

2.5 XML
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Table 6 Multivariate analysis of AECOPD occurrence (n=88)

Indexs B SE Wald OR(%95CI) P
Neutrophils oxidative phagocytosis percentage 0.485 0.067 5.387 3.472(1.747-5.682) 0.007
Exhale the condensate CCL18 0.334 0.144 8.193 4.222(1.224-6.029) 0.000
Proportion of CD4°T lymphocytes 0.553 0.072 4.583 3.114(1.438-5.666) 0.014
Total airway impedance 0.493 0.033 8.921 2.482(1.498-7.001) 0.000
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