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Homeostatic proliferation of T cells is critically involved in the generation and maintenance of memory T cells. The
proliferation divides distinctly into fast or slow cell division rates. However, the role for costimulatory signals on the
homeostatic proliferation of CD4" T cells remains unclear. To address the role of signals through a T cell
costimulatory molecule, OX40 on the homeostatic proliferation of effector memory CD4" T cells, we transferred
polyclonal effector memory (CD44""CD62L""") CD4* T cells into sublethally irradiated mice and evaluated donor
cell division and differentiation in the host. Treatment with blocking anti-OX40L mAb specifically suppressed the
fast-proliferating T cells, which produced effector cytokines. Further analyses demonstrated that OX40 signals
contribute to the generation and maintenance of effector memory CD4" T cells in an IL-7-independent manner.




