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WFERCROBEEE (Fns0) @ b RE AGHIBAKE T24 38 L O MERHEZERIIAAE BT (238 T, FENI &
G a M T 5 &, MIE(ENRZ 52 & 2R Uiz, Z OB, HIla N CIM i & 1k
B OB T OFEI L O DNA BEISENREE Z 0 DNA BRELEELERD ZENnbhot-, £1-.
FENI 3 {5713, S E TRl ZL O LR E Z R -T2 LR mbnTnizTr e A7 EFEA L,
THAT ORZEICEE L TS Z EARIE S L7z, & 512 FENL & 3l X 2 /a1t
DL, T24 THBHILD pb3 FERTFHI 7RI & B] TH BV pb3 IRTFIZRR IS B 2 D Tl 7z
NEWD ZEIIRIB I,

e RO EE (33C) : We identified that FENI1 inhibition lead to senescence in human
bladder cancer cell line T24 and human fibroblast cell line BJ. On this occasion,
expression of cell cycle related genes, DNA damage response, and unstable condition of
DNA was caused. On the other hand, we recognized that FEN1 is binding to telomere involved
in senescence, and related to telomere damage response. Furthermore, it was suggested
that on senescence by FEN1 inhibition, there are pb3—dependent and pb53—independent
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Biochem Cell Biol 37:977-990;2005). F7=
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& &FL7= (Cancer Res 66:113-124;2006)
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X oYk iz, 7 e A7 DNA
TO H2AX DV >k,
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