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Abstract: Objective To evaluate the effects of belimumab combined with conventional therapy on B-cell
and T follicular helper cells (Tth) /T peripheral helper cells (Tph) subsets in patients with childhood-onset
systemic lupus erythematosus (¢cSLE). Methods A total of 20 children with ¢SLE admitted to Shenzhen Chil-
dren’s Hospital from April 2023 to January 2024 were included. All of them received belimumab (10 mg/kg)
in combination with conventional treatment. Peripheral blood samples were collected from the patients at the
baseline of treatment and after 24 weeks of treatment. Flow cytometry was used to monitor the changes in B
cell subpopulations, Tfh, Tph subpopulations,and T-cell activation/exhaustion markers. Disease activity and
serological parameters were also assessed. Results After treatment,the SLEDAI-2000 score of the ¢SLE chil-
dren decreased, the antibody titer against double-stranded DNA (dsDNA) significantly decreased, the levels of
complement C3 and C4 increased,and the differences were statistically significant (P <C0. 05). In terms of B

cell subpopulations and Tfh, Tph subpopulations, the proportion of naive B cells decreased,the proportion of
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memory B cells increased,the proportion of plasmablasts and auto-reactive B cells decreased,and the propor-
tions of Tfh cells and Tph cells decreased,and the differences were statistically significant (P <<0. 05). Moreo-
ver,the proportion of PD-1 and HLA-DR positive cells in CD4" and CD8" T cells significantly decreased.and
the differences were statistically significant (P <C0. 05). Conclusion Belimumab combined with conventional
treatment can significantly improve the disease activity and immune abnormal state of ¢SLE patients, which is

manifested as the reconstitution of B cell subsets,the decrease of helper T cells and the decrease of T cell acti-

vation markers.
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