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B LU PROML DA TR BB bz, Th B0 LIk, Ml{E 1 6621 OF ) KKK
DEEELET THLWREMEZRET 5D TH D,

WP R OB (33C) : Oligo—array CGH and gene expression profiling of NK cell
neoplasms were employed in an effort to delineate the molecular pathogenesis involved.
Oligo—array CGH identified two 6q21 regions that were most frequently deleted (36%;
14/39). One of these regions included POPDC3, PREP, PRDM1, ATG5 and AIM1, while the
other included LACE1 and FOX03. Re—expression of FOX03 and PRDM1 suppressed NKL
proliferation, unlike the case following re—expression of the other genes.
Furthermore, genomic analyses detected nonsense mutations of PRDM1, leading to
functional inactivation, in one cell line and one clinical sample. PRDM1 and FOXO03

are considered to play an important role in the pathogenesis of NK cell neoplasms.
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