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The current status and future of treatment for Sjogren’s syndrome

TAN Zhen, LI Xiao-mei
( Department of Rheumatology and Immunology, The First Affiliated Hospital of University of Science and
Technology of China, Hefei 230001, China)

[ Abstract] Sjogren’s syndrome (SS) is an autoimmune disease characterized by lymphocyte infiltration of
exocrine glands, which may involve multiple systems. At present, the glandular treatment of SS is mainly localized ,
and the treatment regimen for systemic involvement is mainly based on those for other autoimmune diseases, and
there is no approved targeted drug. In this study, we systematically reviewed the current treatment regimens for SS
and summarized the drugs that are undergoing clinical trials and may be applied to SS in the future, including drugs
targeting BAFF, CD40, Treg/Th17, BTK, JAK-STAT, and mesenchymal stem cells. Targeted drugs and combination
therapy should be the focus of future research.
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(NOD/LtJ /NEL) B BF 72 b 150 40 ot 28 Wk M v 07 (1A
TREZ) AT DL R O R IFN -y f 3 ik
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