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The usage of T cell receptor 3 -chain variable region of WT1 specific Cytotoxic
T lymphocytes in CML patient treated WT1 peptide vaccination
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Abstract Antigen specific cytotoxic T lymphocytes (CTLs) play an important role in cancer immunotherapy. To
eradicate tumor cells, we administrated WT1 peptide vaccine for a CML patient who was being treated imatinib therapy.
The appearance of WT1 specific CTLs in peripheral blood was confirmed by evaluating the frequency of MHC/WT1
tetramer*CD8* T cells by using mixed lymphocyte peptide culture (MLPC) system. After the cessation of vaccination,
WT1 specific CTLs remained at the level of 5-15x10% in CD8* T cells, which is lasting thereafter for 6 years. These cells
showed cytotoxicity against WT1 peptide with MHC class I restricted.

In order to identification of T cell receptor (3 -chain variable region (TCRV ) in CML patient received WT1 peptide
vaccine, We also investigated the usage of T CV g of WT1 specific CTLs. MLPC cells with high proportion of CD8*
WT1 tetramer® T cells were assessed for TCRV 3 usage by using TCRV 3 gene family specific monoclonal antibodies
and flow cytometry. Cells from each well cultured by MLPC showed various types of TCRV 3 repertoires from well to
well.

WT1 peptide vaccination for an imatinib pretreated CML patient is effective in terms of longterm generation of WT1
specific CTLs with cytotoxicity against WT1 peptide. The present study suggested that CTLs detected by MLPC
possessed oligoclonal features of TCRV 3 gene used, but not identical. Taken together, CTLs induced by tumor antigen
specific peptide are potent for antitumor immunity.
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