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pulmonary function and quality of life in patients with COPD
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Abstract : Objective To investigate the correlation between serum 8-isoprostane, hypoxic inducible factor-
la (HIF-1a) and surfactant protein-D (SP-D) levels with the lung function and quality of life in the patients
with chronic obstructive pulmonary disease (COPD). Methods Sixty-four patients with COPD diagnosed in
the respiration department of this hospital from March to August 2019 were selected as the COPD group and
divided into the COPD exacerbation stage group and COPD stable stage group,and 30 healthy subjects(control
group) were selected during the same period. The pulmonary function test and blood gas analysis indexes were
detected in all subjects and the levels of serum 8-isoprostane, HIF-1la and SP-D were determined by using
ELISA. The St. George Respiratory Questionnaire (SGRQ) was used to assess the patients’ quality of life.
The Pearson correlation analysis was used to analyze the relationship between 8-isoprostane, HIF-1a and SP-D
with the lung function and quality of life. Results FEV, % pred.FEV,/FVC and PaO, in the COPD group
were significantly lower than those in the control group (P<C0. 05) ,and PaCO, and SGRQ scores were signifi-
cantly higher than those in the control group (P <C0. 05). The levels of serum 8-isoprostane, HIF-1a and SP-D
in the patients with exacerbation of COPD were significantly higher than those in the COPD stable stage and
control group (P <C0. 05). The levels of serum 8-isoprostane, HIF-1a and SP-D in the patients with COPD
were negatively correlated with FEV, % pred.FEV,/FVC and PaO, (P <(0. 05) ,and positively correlated with
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the SGRQ scores (P<C0. 05). The levels of serum 8-isoprostane in the patients with COPD was positively cor-
related with HIF-1a (P<C0. 05), positively correlated with SP-D (P <C0. 05) ,and the HIF-1a level was posi-

tively correlated with SP-D (P <C0. 05). Conclusion

8-isoprostane, HIF-1la and SP-D are involved in the

process of hypoxia,oxidative stress and inflammation in the occurrence process of COPD, which can reflect the

lung function level and the quality of life in the patients with COPD to a certain extent.
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