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Abstract : Objective To investigate the levels and significances of serum amyloid A (SAA) and C-reactive
protein (CRP) in patients with systemic lupus erythematosus (SLE). Methods A total of 89 patients with
SLE admitted to the hospital from January 2018 to August 2020 were enrolled in the study as the SLE group.
According to SLE disease activity index (SLEDAD ,the SLE group were divided into active group (37 cases)
and stable group (52 cases). In addition to that,60 healthy volunteers were enrolled in the study as the control
group. The SAA,CRP, and white blood cell (WBC) of those groups were measured and compared between
SLE group and control group,active group and stable group,and the correlation of those indicators with SLE
disease activity index (SLEDAI) were analyzed. The receiver operating characteristic (ROC) curve was used
to analyze the value of the indicators in the diagnosis of SLE. Results The SAA and CRP levels in the SLE
group were higher than those in the control group (P <C0. 05); the SAA and CRP levels in the active group
were higher than those in the stable group (P<C0. 05). The levels of SAA and CRP in SLE patients were pos-
itively correlated with SLEDAI (»=0.91,0.87,P<C0.05). The ROC curve of SLE diagnosis showed that the
best cut-off value of SAA was 6. 70 mg/L,the sensitivity was 50. 6% ,the specificity was 90. 3% ,and the area
under the curve (AUC) was 0. 742; the best cut-off value of CRP was 2. 12 mg/L,the sensitivity was 49. 4%,
the specificity was 90. 3% ,and the AUC was 0. 673. Conclusion The levels of SAA and CRP in SLE patients

are elevated,and they are correlated with SLEDAI, which have certain reference value for evaluating the condi-
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tion of SLE patients.
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