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Strategy and research progress of chimeric antigen receptor T cells
in the treatment of systemic lupus erythematosus”
ZENG Xingyue ,ZHAI Jianzhao sWU Yongkang*
(Department of Laboratory Medicine ,West China Hospital of Sichuan
University ,Chengdu ,Sichuan 610041,China)

Abstract : Systemic lupus erythematosus (SLE) is a chronic autoimmune disease characterized by the pro-
duction of a series of autoantibodies. At present,SLE can not be cured. Glucocorticoids and other drugs are the
main methods of clinical treatment of SLE,but they will produce serious adverse reactions. In recent years, the
chimeric antigen receptor T cell (CAR-T) immunotherapy has been proved to be effective as a new treatment
for blood tumors. CAR-T cells are designed by identifying the specific surface markers of B cells that secrete
autoantibodies in SLE,so as to kill the above "bad" B cells precisely,reduce or even avoid the production of
autoantibodies,so as to improve the patient’s condition. In this paper,the mechanism and research progress of

CAR-T cells in the treatment of SLE will be discussed based on B cell surface markers,so as to provide new i-

deas for the exploration of the therapeutic methods of SLE.
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