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Investigation on the Serum 1,25 — dihydroxyvitamin D Levels and Its Effect Factors in Patients with Chronic Obstructive Pulmonary Disease
Jiang Jiayan. Department of Respiratory Medicine , The Second Affiliated Hospital of Wenzhou Medical University , Pingyang Branch, Zhe-
Jiang 325405, China
Abstract Objective 1a,25 - dihydroxyvitamin D [ 1a,25(OH),D, ] is the main performer of biological functions of vitamin D
signal. Tt has been suggested that the serum 1a,25( OH),D,levels were affected by its precursor levels, 25 — hydroxylvitamin D [ 25
(OH)D], and the status of microenvironmental inflammatory. Our study aimed to analyze the serum la,25(OH),D,levels and their in-
fluencing factors in patients with chronic obstructive pulmonary disease (COPD). Methods After recruiting 124 COPD patients and 188
healthy controls, we examined the serum levels of 1a,25(OH),D, and 25( OH) D using enzyme — linked immunosorbent assay ( ELISA).
The laboratory data, such as C - reaction protein ( CRP) , white blood cells (WBC) , hemoglobin ( Hb) and albumin ( Alb), were col-
lected during the corresponding time. Results Average serum levels of 1a,25( OH),D, and 25( OH) D,n COPD patients were lower than
those in the controls (28.33 +5.87 vs 30.58 £6.48pg/ml, ¢t =3.108, P =0.002; 25.73 +5.44 vs 27.14 £5.89ng/ml, ¢ =2. 128,
P =0.034, respectively). In the stratified analysis for the course of disease in COPD patients, average serum levels of 1a,25( OH),D,
and 25(OH) D, n patients with acute exacerbation were shown to be significantly lower than in those with stable phase (27.04 +4.67 vs
29.17 £5.01pg/ml, t=2.377, P=0.019; 24.31 +4.22 vs 26.66 +4.56ng/ml, t =2.888, P =0.005, respectively). Subsequently,
the Spearman rank correlation analysis was performed to evaluate the correlative factors influencing the serum levels of 1a,25(0H),D, in
patients with COPD. The variables included serum levels of 25( OH) D and inflammatory related indicators,such as CRP, WBC, Hb and
Alb. In result, serum levels of 1a,25(OH),D, in COPD patients were shown to be positively related with serum levels of 25( OH)D and
CRP (r=0.291, P=0.002; r =0.352, P =0.004, respectively), and negatively correlated with Alb (r = -=0.346, P =0.000),
whereas not linked to WBC and Hb (P >0.05). Conclusion Serum 1a,25(OH),D,levels in patients with COPD were closely related
with the levels of 25(OH)D, CRP and Alb, and may influence the course of disease.
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