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Nasal NK/T-cell lymphoma (NNKTL) is EBV-related malignancy and has a poor
prognosis. An improved understanding of the mechanisms of NNKTL is crucial for identifying new targets of
effective treatment modalities for this deadly disease. We found that inhibitors of Spl transcription
factor dose-dependently decreased cell proliferation of NNKTL cells. This was associated with decrease in
BIRC5 and CDK1 expressions and induction of apoptosis and cell-cycle arrest at G2/M phase in NNKTL cells.
Knockdown of EBV-encoded LMP1 induced downregulation of CDK1 and BIRC5 expressions and apoptosis in NNKTL
cells. Immunohistochemistry detected BIRC5 expression in LMPl-positive lymphoma cells of NNKTL biopsy
specimens. Our results suggest that LMP1 upregulates CDK1 and BIRC5 expression, and these upregulations
are essential for NNKTL growth. Thus, targeting CDK1 and BIRC5 by using Spl inhibitors might be an
effective approach to treat NNKTL that is hallmarked by poor prognosis.
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