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1 Positions, types, and frequencies of CCR4 somatic
alterations in ATL patients.
A triangle indicates a frameshift mutation and an open circle
indicates a non—sense mutation. #, transmembrane domains.
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2 Overall survival of ATL patients according to CCR4
mutations.
Patients received mogamulizumab-containing treatment, but
no allogeneic hematopoietic stem-cell transplantation. (A)
ATL patients of both aggressive and indolent variants and (B)
ATL patients of aggressive variant.
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