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BL B &0 1 BURGE T BLRIE T 25 b B
ENTVE, FTaxld, CNFTOWRICEIY NS 1ED
BT HBAOARTHSEREEZ BT L) T L%
HO M L7z, 1RO REG 8y — >~ 2R3 BL Mgtk
EVEBV Y A Lizra— 2 &orlEd 52 LI
L7225, The EBVIEMEy u—> &% tid % &, EBV
Ptk 70— > THLNLHEEREA EBV ks o — T
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Epstein-Barr virus (EBV) is the DNA tumor virus, which is known to be relevant to various can-
cers. EBV maintains latent infection in cancer cells, and there are three types of latent infection (type
I-1ID) according to the patterns of viral latent genes expression. EBV has the ability to transform B
cells into immortalized lymphoblastoid cell lines (LCL) showing type III latency, in which all latent
genes are expressed. The mechanism of B-cell transformation has provided a model of EBV-associat-
ed lymphomas in immunosuppressed individuals. In type I and II latency, the limited numbers of
latent genes are expressed. Previous studies have demonstrated the oncogenic functions of latent
EBV genes including nuclear antigen EBNA1, membrane protein LMP1 and LMP2A. In addition, we
have demonstrated that EBV-encoded small RNA EBERs play a significant role in oncogenesis. Here
we summarize recent progresses in the studies on molecular mechanisms of EBV-mediated oncogene-
sis.



