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WF2E pk B oo M2 (3% ) : Using mouse allo-HSCT models, we revealed that
fibroblasts/mesenchymal stem cells as well as osteoblasts were damaged early after
allo-HSCT, and that the recovery of osteoblasts from X-ray irradiation-mediated damage
was impaired in mice with GVHD. The osteoblast impairments were partially dependent
on MHC class IT on host non-hematopoietic cells, whereas the killing and growth inhibition
of osteoblast cell lines required activation of allo-CD4 T cells. Based on gene expression
analyses, we identified an osteoblast inhibitory factor, which was specifically expressed in
allo-CD4 T cells, as a candidate mediator of osteoblast impairment during BM GVHD. We
expect that our results would contribute to the development of early diagnostic markers as
well as the preventive and therapeutic strategies against BM GVHD.
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Allo-€D4 T cells induce cell-cycle arrest and apoptosis
in preosteoblast cell lines
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