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Abstract:Objective To investigate the predictive value of serum interleukin-17 (IL-17) combined with
eotaxin-3 for poor prognosis in patients with acute exacerbation of chronic obstructive pulmonary disease
(AECOPD). Methods A total of 213 patients with AECOPD admitted to Beijing Municipal Armed Police
Force Hospital from May 2018 to July 2023 were selected as the disease group. According to the prognosis of
patients,they were divided into good prognosis group (133 cases) and poor prognosis group (80 cases). At the
same time,205 physical examination healthy people in Beijing Municipal Armed Police Force Hospital were
selected as the healthy group. The serum levels of 11.-17 and eotaxin-3 were detected by enzyme-linked immu-
nosorbent assay. The clinical data of poor prognosis group and good prognosis group were compared. Pearson
correlation analysis was used to analyze the correlation between serum ILL-17 level and eotaxin-3 in AECOPD
patients. Multivariate Logistic regression analysis was used to analyze the related factors affecting the progno-
sis of AECOPD patients. The receiver operating characteristic (ROC) curve was used to evaluate the predic-
tive value of serum IL-17 and eotaxin-3 levels for the prognosis of AECOPD patients. Results Compared with
the healthy group,the serum levels of 11.-17 and eotaxin-3 were increased in the disease group (P <C0. 05).
Compared with the good prognosis group,the poor prognosis group had significant increases in serum 11.-17
and eotaxin-3 levels (P <C0. 05). Serum IL.-17 level was positively correlated with eotaxin-3 in AECOPD pa-
tients (=0. 537, P<C0.001). There were significant differences in Global Initiative for Chronic Obstructive
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Lung Disease (GOLD) grade, blood oxygen partial pressure (Pa(Q,) and carbon dioxide partial pressure
(PaCQO;) between the poor prognosis group and the good prognosis group (P <C0. 05). GOLD grade, PaCO, ,
serum IL.-17 and eotaxin-3 levels were risk factors for poor prognosis in patients with AECOPD (P <C0. 05),
and PaQ, was a protective factor for poor prognosis in patients with AECOPD(P <C0. 05). The area under the
curve of serum IL.-17 and eotaxin-3 combined to predict the prognosis of AECOPD patients was 0. 885, the
sensitivity was 80. 00% ,and the specificity was 83. 46 % , which was better than that of 11.-17 and eotaxin-3 a-
lone (Z . upationtiiz =4. 045, P<T0. 001, Z .o pistion-cotaxins — 3. 254, P =0. 001). Conclusion The serum levels of IL-
17 and eotaxin-3 are increased in AECOPD patients. The combination of 1L.-17 and eotaxin-3 has predictive

value for the prognosis of AECOPD patients.
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