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Abstract: Systemic lupus erythematosus (SLE) is a systemic autoimmune disease characterized by im-
mune dysregulation and multisystem involvement. Autoantibody testing plays a pivotal role in the diagnosis
and management of SLE. To standardize autoantibody detection and enhance its role in improving diagnostic
accuracy and guiding therapeutic decision-making,a multidisciplinary expert panel has developed this consen-
sus. The consensus underscores the critical importance of autoantibody testing for SLE diagnosis, disease ac-
tivity assessment and prognostic evaluation. Regular monitoring of autoantibodies enables clinicians to dynam-
ically track disease progression and tailor treatment strategies accordingly. Furthermore, persistent positivity
or elevated titers of specific autoantibodies may indicate disease relapse or progression, necessitating timely
clinical intervention. In summary,this evidence-based consensus provides clear recommendations to standard-
ize autoantibody testing in SLE, aiming to harmonize clinical practice, improve diagnostic accuracy,and opti-
mize therapeutic outcomes.
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