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The serum IncRNA PVT]I level in elderly patients with COPD at

different stages and its correlation with lung function”
WU Hao,LI Ping .\MAQO Shisuo
(Department of Com prehensive Internal Medicine ,Wuhan Geriatric Hospital sWuhan , Hubei 430074 ,China )

[Abstract] Objective To analyse the serum level of long non-coding RNA plasmacytoma variant trans-
location 1 gene (IncRNA PVT1) in elderly patients with chronic obstructive pulmonary disease (COPD) in
different stages and its correlation with lung function. Methods A total of 146 elderly patients with COPD ad-
mitted to this hospital from May 2017 to October 2019 were selected, including 85 patients in stable phase
(the stable phase group) and 61 patients in acute exacerbation phase (the acute exacerbation phase group).
Another 90 healthy elderly patients in outpatient clinics during the same period were selected as the control
group. Real-time quantitative PCR (RT-qPCR) was used to detect the serum level of IncRNA PVTI, the
levels of serum interleukin (IL)-6 and IL-18 were detected by ELISA. The percentage of forced expiratory
volume in one second to predicted value (FEV1% pred) and forced vital capacity (FVC) were measured by
using the pulmonary function instrument,then the FEV1/FVC ratio was calculated. Pearson's correlation co-
efficient was used to analyse the correlations of serum IncRNA PVT1 level to FEV1%pred,FEV1/FVC ratio,
and serum levels of IL-6 and IL-18 in elderly patients with COPD. Results Compared with the control group,
the serum levels of IncRNA PVT1,IL.-6 and 11.-18 in the stable phase group and the acute exacerbation phase
group increased sequentially (P <C0.001),and the FEV1% pred and FEV1/FVC ratio decreased sequentially
(P<C0.001). The results of correlation analysis showed that in elderly patients with COPD serum level of In-
cRNA PVTI1 was negatively correlated with FEV1%pred and FEV1/FVC (r=—0.435,— 0. 662,P<C0.001),
and was positively correlated with serum levels of 11.-6 and 11.-18 (+ =0. 828,0. 569, P<0. 001). Conclusion The
serum level of IncRNA PVTTI in elderly patients with COPD in stable phase and acute exacerbation phase is high
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expressed, which may be related to inflammatory response and decreased lung function.
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