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Correlation analysis between serum 25-(OH)D level and disease
activity of rheumatoid arthritis*

Ming-de Huang', Ming-feng Yang®, Hua-jun Wu'
(1. Department of Laboratory Medicine, 2. Department of Rheumatology and Immunology,
The First Hospital of Jiaxing, Jiaxing, Zhejiang 314000, China)

Abstract: Objective To investigate the correlation between 25-hydroxyvitamin D [25-(OH)D] and disease
activity in patients with rheumatoid arthritis (RA). Methods A retrospective study was carried out in the First
Hospital of Jiaxing. From January 2015 to December 2018, 456 patients diagnosed with RA and 270 healthy controls
were collected. According to different concentrations of 25-(OH)D, they were divided into deficiency group [25-(OH)
D < 20 ng/ml], deficiency group [25-(OH)D: 20 to 30 ng/ml] and normal group [25-(OH)D = 30 ng/ml]. Tenderness
joints count (TJC28), the number of swollen joints count (SJC28) and using DAS28 (ESR) score to assess the RA
disease activity were recorded, and then analysis the comparison between 25-(OH)D levels of RA patients with Anti
CCP antibody (Anti-CCP antibody, ACPA) positive rate, rheumatoid factor (RF) positive rate, D-Dimer, Ca™, ESR,
SJC28, TJIC28 and DAS28 (ESR). Results The 25-(OH)D level of RA patients was significantly lower than that of
the healthy control group (P < 0.05). Among the 456 RA patients, only 11.4% (52/456) were in the 25-(OH)D normal
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group. There were statistically significant differences among the components of ACPA positive rate, 25-(OH)D,

D-Dimer, Ca*,

ESR, SJC28, TIC28 and DAS28 = 2.6% in the normal, deficient and deficient groups (P < 0.05).

Pearson correlation analysis showed that 25-(OH)D level was negatively correlated with ESR, D-Dimer, ACPA
positive rate, SJC28, TJIC28 and DAS28 scores (P < 0.05), and positively correlated with Ca* (P < 0.05).

Conclusion The average serum level of 25-(OH)D in RA patients is generally low, which is related to the activity

of the disease, and may be used as a reference index for disease activity in RA patients.
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