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Study on the Relationship between Serum Total Calcium Level and Activity of Systemic Lupus Erythematosus. ~CUN Xingzhu, FU Ping.
Rheumatology and Immunology Department,The Second Affiliated Hospital of Kunming Medical University ,Yunnan 650101, China

Abstract Objective To explore the relationship between serum total calcium level and activity of systemic lupus erythematosus
(systemic lupus erythematosus,SLE). Methods From January 2016 to December 2021, 102 SLE patients who were first diagnosed with
systemic lupus erythematosus in the Second Affiliated Hospital of Kunming Medical University and were not treated with standard drugs
were retrospectively collected. The SLE patients were divided into low disease activity group ( SLEDAI < 10) and high disease activity
group (SLEDAI=10) by SLE disease activity index ( systemic lupus erythematosus disease activity index, SLEDAI) score, and 57healthy
subjects were randomly selected as the control group. The clinical data and serum total calcium levels of the three groups were compared
and analyzed. The correlation between serum total calcium level and SLEDAI score in patients with SLE was analyzed. Results
There were differences in age and sex among the three groups: the serum total calcium level in the high disease activity group was signifi-
cantly lower than that in the low disease activity group and the control group, and the serum total calcium level in the low disease activity
group was significantly lower than that in the control group. Stratified analysis according to age and sex, the serum calcium level in the
SLE group was significantly lower than that in the control group, and there was a negative correlation between the serum total calcium level
and the SLEDAI score in the SLE group(P <0.05). Conclusion There is a correlation between serum total calcium level and SLE dis-
ease activity. Monitoring the changes of serum total calcium level in patients with SLE can help to judge the disease activity in lupus
patients.
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