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Abstract

ASSOCIATION BETWEEN ACUTE GVHD AND MACROPHAGE ACTIVATION
IN ALLOGENEIC HEMATOPOIETIC STEM CELL TRANSPLANTATION

Takuya Mivazaki
Department of Hematology and Clinical Immunology,
Yokohama City University Graduate School of Medicine

Graft-versus-host disease (GVHD) is the major transplant-related complication after hematopoietic stem cell
transplantation, but reaching a definite diagnosis or obtaining good treatment response for GVHD are often difficult.
Acute GVHD, seen in the early phase of transplantation, is initiated by host-reactive donor T cells, but a variety of
immune reactions are associated with the pathogenesis. Although macrophage activation after transplantation has
been suggested to play an important role in the pathogenesis of acute GVHD, the mechanisms and clinical
implications remain unclear. Herein, I summarize previous advances in GVHD diagnosis, pathogenesis, and
biomarkers for the diagnosis and prognosis of acute GVHD. Furthermore, I focus on the association between acute
GVHD and macrophage activation in transplantation and introduce our ongoing clinical study. Finally, I discuss the

clinical impact of macrophage activation on transplant-related complications, including acute GVHD.
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