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Difference of serum 25-hydroxyl vitamin D concentration level in common autoimmune diseases "
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(Department o f Laboratory Medicine ,the First Af filiated Hospital of Nanjing
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Abstract: Objective To investigate the serum concentration of 25-hydroxyl vitamin D in the common autoimmune diseases and
whether the differences of the 25-hydroxyl vitamin D level exist in different autoimmune diseases. Methods 137 cases of autoim-
mune diseases,including 71 cases of rheumatoid arthritis(RA) , 36 cases of systemic lupus erythematosus(SLE), 16 cases of Sjogren
syndrome(SS)and 14 cases of ankylosing spondylitis(AS) ,in our hospital from January 2012 to April 2013 were selected as the re-
spondents. The serum samples were collected for detecting the 25-hydroxyl vitamin D level by the electrochemiluminescence method
and comparing the differences of the 25-hydroxyl vitamin D level among different autoimmune diseases. At the same time whether
the differences in the proportion of the normal level,insufficiency and lack of 25-hydroxyl vitamin D exist among different kinds of
disease. Results The serum 25-hydroxyl vitamin D concentration had statistically significant difference among the patients with dif-
ferent autoimmune diseases(P=0. 006) ,which in the RA group was significantly higher than that in the other groups;the propor-
tion of 25-hydroxyl vitamin D insufficiency in RA,SLE,SS and AS were 29. 6% ,52. 8% ,62.5% and 57. 1% respectively, which in
the SLE,SS and AS groups was significantly higher than that in the RA group(P<C0. 05). Conclusion The 25-hydroxyl vitamin)D
insufficiency is general in common autoimmune diseases, the vitamin D supplements needs to be strengthened.
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