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Changes and clinical significance of serum 25 (OH) D, in patients with chronic obstructive pulmonary disease WU
Lei” . Dongguan Third Peoples Hospital, Dongguan 523326 , China

Abstract Objective: To analyze the changes of serum 25 (OH) Dj levels in patients with chronic obstructive pulmona-
ry disease (COPD) and the correlation between the levels of serum 25 (OH) D, and the levels of inflammatory cytokines.
Methods: 120 patients with acute exacerbation of COPD hospitalized in our hospital were randomly selected as acute exacer-
bation group. 120 stable COPD outpatients at the same period served as stable group, and 120 healthy subjects were selected
as control group. Fasting venous blood samples were obtained and enzyme-linked immunosorbent assay was used to detect se-
rum 25 (OH) D,, interleukin 6 (I1.-6) , tumor necrosis factor-alpha ( TNF-a) levels, the percentage of neutrophils (N% )
and C reactive protein (CRP). Results: The predictive value of FEV,/FVC and FEV,% was statistically significant among
the three groups (P <0.05). 25 (OH) D, levels in acute exacerbation group and stable group were lower, 1L-6 and TNF-«
levels, N% and CRP were higher than in the control group (P < 0. 05 for all). There was significant difference in
25 (OH) D,, IL-6, TNF-a, N% and CRP among three groups (P <0.05 for all). 25 (OH) D,, IL-6, TNF-a, N% and
CRP were independent factors of COPD (P <0.05). Conclusion; In COPD patients, serum 25( OH) D, levels decreased,
and IL-6, TNF-o., N% and CRP increased.
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CRP -5.753 1.917 9. 646 1 0.003 0.005
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