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WFZERL T DOEZE  (3530) : ITAG-1 was first identified as a novel molecule that was uniquely
suppressed by PD-1 mediated inhibitory signal in T-cells. Analyses using newly generated
ITAG-1 knockout mice revealed ITAG-1’s role in the terminal development of cytotoxic
T-cells. Although, the precise mechanism is still under investigation, current data
suggested PD-1 mediated modulation of ITAG-1 expression is involved in T cell activation,
differentiation and tolerance.
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