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JERREEOMEEE (3£32) : When normal young B6 mice were transplanted with leukemia cell
lines, PD-1+ CD4+ T cells, which are hardly seen in young mice, were rapidly and robustly
increased, and the response of CD4+ T cells to anti-CD3 mAb was profoundly depressed.
PD-1+ CD4+ T cells were preferentially detected in the lymphoid tissues with leukemia
involvement, suggesting that these T cells constituted a significant host component in
leukemic tissues. They exhibited a genetic signature distinct from regular CD4+ T cells
including the high expression of C/EBPa, which is normally expressed in myeloid lineage
cells. Using TCR transgenic mice as recipients of leukemia, we confirmed that the PD-1+

CD4+ T cells were derived from memory phenotype, but not naive, population.
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