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Role of B-cell transcription factors for the development of primary effusion
lymphoma
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PU.1 and PAX5 are suppressed in primary effusion lymphoma (PEL). When we
restored PU.1 or PAX5 expression in PEL, PU.1 or PAX5 had anti-growth effects against lymphoma cells
in vitro and in vivo. PU.1l induced genes related with cell death and PAX5 inhibited genes related
with cell cycles. In conclusion, among B- cell transcription factors, PU.1 and PAX5 act as tumor

suppressor genes and targeting these genes could be a novel therapeutic strategy.



# X C—19, F-19—-1, Z—19, CK—19 (G#)
1. AFZEBAE 4 FI DY 5

DAD I BRI T ANV ARERE S, R TH, IR PAEBEEEA~/L~LZ 7 1 )L A (Kaposi
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F DOFIE « R OLFUT W E ZITHRIA STV RV, KSHY BiEEM: Y o (T 5 PEL Ol
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N, FxlTFORTHIEBEIEAIZIT B MO UIC HE Th DGR T DR N EE TH
D LG AN T, B RIRER BN 7 O R BLOEBED T 2175 Z & & LTz,

2. WO HD

KSHV % J5UA & 92 3 ths it U o <@ (PEL) TiE, RO LFRIEICIEPME T TR ARRE TH
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WZIRINT 2% &, AEICATULORD 2780 5 & L I, PEL MO HE5H 2 Bi] L7z, PEL THif| =
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Ml % in vitro TR (X 1 K&
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