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Adult T cell leukemia/lymphoma (ATL) is a human T cell leukemia virus type-1 (HTLV-I)-infected T cell
malignancy with poor prognosis. Although the chronic and smouldering types of ATL exhibit milder disease
progression, these diseases also result in poor clinical outcome once they have converted to the acute or lymphoma
types. Currently available first-line therapies for aggressive ATL include intensive multi-agent chemotherapy,
hematopoietic stem cell transplantation, and Mogamulizumab. However, the indolent types of ATL patients are
usually monitored for their hematologic status without therapy until developing aggressive types of ATL. Recently,
we developed an anti-ATL vaccine therapy with autologous dendritic cells pulsed with HTLV-1-Tax peptides of
CTL epitopes, which are available for limited HLA types. Favorable results of the pilot clinical study suggest its

safety and long-term effectiveness.

In this study, we aimed to develop a new immunotherapy activating Tax-specific CTL, which can be used for
indolent types of ATL patients without limitation of HLA, by using autologous HTLV-1-infected cell components

that are supposed to possess adjuvant effects.

In the first year, we established the experimental systems to evaluate antigen presentation in vitro
(cross-presentation of the antigen, cytokine production, etc) and anti-tumor effects in vivo (animal model). By
using a rat model of persistent HTLV-1 infection with immune-tolerance, we confirmed that Tax peptide-pulsed
DC vaccine induced Tax-specific CTL and reduced proviral load (J. Immunol., 2017). We are also preparing an
evaluation system for anti-viral immune response in Japanese macaques naturally infected with STLV that is a very
close model of human HTLV-1 infection.
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