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research highlights

Defects in the number and function of 
regulatory t (treG) cells are thought to 
have a key role in the pathogenesis of 
systemic lupus erythematosus (sle). 
research by Howard weiner and 
colleagues shows that oral administration 
of anti-CD3 antibodies to lupus-prone 
snF1 mice results in the development of an 
inducible subset of CD4+CD25–laP+ treG 
cells, and blocks disease development and 
progression in this animal model.

mice that received anti-CD3 antibodies 
developed less-severe glomerulonephritis 
and produced lower levels of pathogenic 
autoantibodies targeting double-stranded 
Dna (dsDna) than control mice. in 
addition, this treatment led to increased 
numbers of suppressive CD4+CD25–

laP+ treG cells, which produced more 
transforming growth factor β than 
comparable cells from control mice. 
reduced numbers of inflammatory 
il-17+CD4+iCos+CXCr5+ follicular helper 

connective tissue diseases

oral anti-cd3 antibodies for sle
t cells, CD138+ plasma cells and CD73+ 
mature memory B cells were detected in 
anti-CD3-treated mice in comparison with 
control mice. in animals with established 
disease, anti-CD3 treatment reduced the 
levels of anti-dsDna autoantibodies and 
improved survival.

“Clinically applicable strategies to 
generate inducible treG cells in vivo could 
have beneficial effects in the treatment 
of sle,” explains Henry yim wu, the 
corresponding author. “our positive results 
in animals with ongoing disease raise the 
possibility that oral anti-CD3 antibodies 
might be an effective immunomodulatory 
therapy for sle that could be easily and 
rapidly applied to human subjects.”
Jenny Buckland
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