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Identification of key biomarkers for childhood systemic lupus erythematosus

WANG Xiaonan'?, DU Wei', YU Chunyan', DENG Weimin'

(1.Department of Immunology,School of Basic Medical Sciences,Tianjin Medical University,Key Laboratory of Diseases and
Microenvironment of Ministry of Education of China, Tianjin 300070, China;2.Department of Clinical Laboratory, Tianjin Children’s
Hospital,, Tianjin 300134, China )

Abstract Objective: To conduct data mining based on bioinformatics databases to explore key genes related to the occurrence of
childhood systemic lupus erythematosus( cSLEs) and build a risk score model. Methods: c¢SLE-related data were obtained from the
Gene Expression Comprehensive Database. Genes related to the onset of ¢SLE were identified through various machine learning
methods and a risk score model was constructed. TNFAIP6 expression was verified by ELISA, and the effect of TNFAIP6 on cell
apoptosis and cell cycle was analyzed by flow cytometry. Results: TNFAIP6, B4GALTS5, HLX , ANXA3 and DYSF were related to
the onset of ¢SLE and had strong diagnostic value for ¢SLE.Their areas under the curve were TNFAIP6: 0.866, B4GALTS5: 0.891,
HLX: 0.914, ANXA3: 0.878, DYSF: 0.929. The risk score model constructed using TNFAIP6 and DYSF could effectively diag—
nose cSLE (areas under the curve was 0.969 ). Neutrophil levels were significantly elevated in the high-risk group compared to the low—
risk group(1=268.5, P=0.009 ). Experimental results showed that TNFA IP6 was highly expressed in the serum of ¢SLE patients, and
its silencing might promote THP—1 cell apoptosis and arrest the cell cycle. Conclusion: The ¢SLE risk score model constructed us—
ing TNFAIP6 and DYSF can effectively identify ¢SLE; TNFAIP6 may be a potential biomarker for ¢SLE.

Key words childhood systemic lupus erythematosus; risk score model; TNFAIP6; apoptosis; cell cycle
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cSLE FEARIR B BHEHATZ RIS, HEBR B A
FEAS i ] “pickSoftThreshold” ek 45 75 1% S ARk 8 41
Bo 1L Pearson AHICHE 3 i it Ay B PRI X Z B8] 1Y)
FHOCEHE I, A AR P . DA B2 PR A 4 15
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UGGCUGAUUAUGUUGAAAUAUTT
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si-TNFAIP6#2
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Tab.2 The sequences of primer

EIE/E2S JF5(5'—3") K/Nbp)
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PEML power=5 A i LA 4K (B (&1 1B )44 g 3k
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