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MFFERR RO (3£30) : Multi-step oncogenesis of HTLV-1 infected cells to Adult T-cell
leukemia well reflected on the cell surface expression of CD7 and CADMI1, tumor
suppressor gene originally detected in lung cancer. It is suggested that alteration of gene
expression in this process is regulated by methylation of the gene. We can detect
intermediate cells of oncogenesis even in the peripheral blood of asymptomatic carriers.
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