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Deve lopment of the quantitative method and the analysis of function
of the molecular marker for acute graft-versus—host disease.
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R EDOME (I£3L) : We studied about chemokine CCL8 as a biomarker of acute
graft-versus-host disease (GVHD). We developed ELISA for plasma CCLS level in the
GVHD mouse models. We analyzed the expression mechanism of CCL8 using in vitro and
1n vivo model.
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