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WFFERE DA EL (FAC) : BBNASC A INK4a/ARF 3B 2445 A h = X L& fifffr L. LLFD
SEB ST L=, (1)EBNA3C 1% INK4a/ARF 7' 7 & — & —fEI 0D DNA A FAKIC 2% 5.
Z 72N, (2)EBNASC 1% pl6 (INK42) S D & A W AMEHiZT 7T 4 TIHREEN YA L b
FRREICZE(L S5, (3)EBNASC (% DNA #& A8 I RBP-Jkappa & A L CHERET 5, LI L
DFEED D EBNA3C |T INK4a/ARF FEIR D v 2 h U MEffiZ =Y = X T ¢ v Z IZHIE LT
DT eI N,

WFZER I OBEE (530) : In this study, the mechanism underlying EBNASC suppression of
the INK4a/ARF expression was analyzed. We clarified that (1) EBNA3C does not
influence the DNA methylation status of the INK4a/ARF promoters. (2) EBNA3C changes
histone modifications of the pl6(INK4a) locus from active state to silent state. (3)
EBNA3C association with RBP-Jkappa is essential for EBNA3C to function. These results
suggest that EBNA3C regulates epigenetic histone modifications of the INK4a/ARFlocus.
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