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Abstract: Objective To investigate the value of autoantibody detection by using high-throughput chip in
systemic lupus erythematosus (SLE) family members. Methods Seven SLE patients (from three SLE fami-
lies) diagnosed in this hospital were selected as the case group,and four healthy individuals who were not di-
agnosed with SLE in family 1 were selected as the control group. The autoantibodies levels in the case group
and the control group were detected by using high-throughput chip method, and detection results were com-
pared between groups. Results The heatmap results showed that the levels of 120 autoantibodies in the case
group were higher than those in the control group. Compared with the control group,the levels of anti-dsDNA
antibody,anti-ssDNA antibody, anti-chromosomal DNA antibody, anti-collagen VI antibody, anti-chondroitin
sulfate C antibody,anti-GP210 antibody,anti-Ul-snRNP 68/70 antibody and anti-Ul-snRNP C antibody in the
case group increased (P<C0. 05). Conclusion The level of autoantibodies in SLE families is generally higher
than that in the control group,and there is heterogeneity of autoantibodies among different families. Screening
of autoantibodies based on SLE families can provide a reference for the diagnosis and precise treatment of
SLE.
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