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In this stud%, the role of DNAM-1 in regulatory T cell (Treg) was
investigated. In vitro experiments showed that DNAM-1-deficient Treg function was normal. On the
other hand, in vivo experiments showed that DNAM-1-deficient Treg function was enhanced. By reporter

cell system, it was demonstrated that DNAM-1 interfered with the binding between TIGIT and its
ligand and limited Treg function. Thus, it is strongly suggested that in vivo environment is
involved in the molecular mechanisms of DNAM-1-TIGIT axis iIn Treg. This should be a pivotal
mechanism how Treg cells efficiently work in vivo (inflammatory) situation.
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