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Abstract: Objective To investigate the relationships between serum levels of surface active protein D
(SP-D) , chemokine ligand 13 (CXCL13),the expression of long chain-non-coding RNA plasmocytoma ribocy-
toma transferable migration gene 1 (IncRNA PVT1) and lung function indexes in elderly patients with chronic
obstructive pulmonary disease (COPD). Methods A total of 300 elderly COPD patients admitted to Wuhan
Youfu Hospital from March 2019 to May 2021 were selected,including 135 patients in acute exacerbation stage
(acute exacerbation stage group),165 patients in stable stage group (stable stage group) ,and 65 physical ex-
amination volunteers as control group. Serum levels of SP-D and CXCL13 were detected by colorimetric sand-
wich enzyme-linked immunosorbent assay,IncRNA PVT1 expression were detected by real-time fluorescence
quantitative polymerase chain reaction,and FGC-A pulmonary function tester was used to measure lung func-
tion indexes. The correlations between SP-D, CXCL13, IncRNA PVTI1 and lung function indexes were ana-
lyzed. Receiver operating characteristic (ROC) curve was used to analyze the value of SP-D,CXCL13 and In-
cRNA PVTI in differentiating COPD acute exacerbation from stable stage. Results The serum levels of SP-
D,CXCL13 and IncRNA PVTI expression in acute exacerbation stage group and stable stage group were high-

er than those in control group,while forced expiratory volume in 1 second (FEV,) ,ratio of FEV, to forced vi-
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tal capacity (FEV,/FVC) and percentage of FEV, to predicted value (FEV, % pred) were lower than those in
control group (P<C0.05). Serum levels of SP-D,CXCL13 and IncRNA PVTI1 expression correlated negatively
with FEV,,FEV,/FVC and FEV, %pred in COPD patients (P <C0. 05). The area under the curve (AUC) of
SP-D,CXCL13, IncRNA PVT1 in differentiating COPD acute exacerbation from stable stage were 0.707,
0.671,0. 696 respectively,the AUC of combining the three indexes was 0. 878, which was grater than SP-D,
CXCL13 and IncRNA PVT1 alone (Z=5.922,6.741,6.470,P<C0. 05). Conclusion The serum levels of SP-
D,CXCL13 and IncRNA PVT1 expression in elderly COPD patients increase, which associate with COPD a-

cute exacerbation and decreased lung function.
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