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Expression of serum 25-hydroxy vitamin D3 in patients with systemic lupus erythematosus
and its relationship with autoantibody

HUANG Li-bing, PI Hong-quan, LIN Qi-hang (Laboratory Department, Eastern Central Hospital of Dongguan, Dongguan
523573, China)

Abstract: Objective To explore the expression of serum 25-hydroxy vitamin D3[25-(OH)D3] level in patients with
systemic lupus erythematosus (SLE) and its relationship with their autoantibody. Methods A total of 80 SLE patients who
were selected as the research subjects and divided into the SLE Active Group (32 cases with the SLEDAI=10 points) and SLE
Stable Group (48 cases with the SLEDAI<10 points) according to SLEDAI. At the same time, 80 healthy people who
underwent physical examination during the same period were selected as the Control Group. 3ml of fasting venous blood was
collected from the experimental groups and the Control Group for the determination of 25-(OH)D3 and autoantibody. Results
The serum 25-(OH)D3 level in the SLE Active Group and the SLE Stable Group was all significantly lower than that in the
Control Group, and the SLE Active Group showed a more significant change and had the most patients with serum 25-(OH)D3
deficiency, followed by the SLE Stable Group (P<0.01). The ANA High Titer Group had the serum 25-(OH)D3 level
significantly lower than the ANA Intermediate Titer Group and the ANA low Titer Group (P<0.01). There was statistical
difference in the serum 25-(OH)D3 level between the patients with anti-double-stranded DNA antibody, anti-nucleosome
antibody and anti-histone antibody positive and those negative (P<0.05 or 0.01). Conclusion SLE Patients are generally
deficient in vitamin D. The expression of 25-(OH)D3 and its relationship with the patient antibody may possibly be related to
the disease activity of SLE patients.
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Clinical observation of enamel demineralization during fixed orthodontic treatmen
LIN Shao-ping (Second Affiliated Hospital of Guangdong Medical University, Zhanjiang 524003, China)

Abstract: Objective To investigate the prevalence and influence factors of enamel demineralization during fixed
orthodontic appliances. Methods Enamel demineralization was observed in 60 patients underwent fixed orthodontic
treatment, and its influence factors were analyzed. Results Among 60 cases, enamel demineralization occurred in 32
(53.3%). Compared with non-demineralization group, < 15 years, tooth brushing frequency <3 times/d, tooth brushing time
<3 min, use of non-fluoridated toothpaste were more common in demineralization group (P<0.01 or 0.05). Conclusion The
prevalence of enamel demineralization is relatively high during fixed orthodontic appliances, which is related to young age,
low frequency and time of tooth brushing and use of non-fluoridated toothpaste.

Key words: orthodontics; enamel demineralization; influence factor
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