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Role of Ascl2 in Tfh cell development in SLE
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It has been well known that follicular helper T cells (Tfh cells), a subset

of CD4 T cells, are involved in the pathogenesis of systemic lupus erythematosus (SLE). In addition,
achaete-scute homologue 2 (Ascl2), a basic-helix-loop-helix family member protein, plays an
important role in Tth cell development. However, roles of Ascl2 in Tth cell development in SLE has
been undetermined. In this study, 1 examined Tfh cell development in a imiquimod-induced lupus model
using CD4-specific Ascl2-deficient mice. The number of Tfh cells was decreased in CD4-specific
Ascl2-deficient mice as compared with that in control mice. Moreover, expression of CXCR5 and PD-1
on Tfh cells were decreased in CD4-specific Ascl2-deficient mice as compared with that in control
mice. These results suggest that Ascl2 plays an important role in Tfh cell development in SLE.
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