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: BAHIRIS T RBI3Z %< D7 v~ F EHIR T LG L, Ok

DLEWEHIET D Z &, £z, DNA ~A 7 a7 LA fiRETH SR O /B R 70 DNA A
FIACIKEEDS . RB-ATH-DNUTI OFFEAERIC LV Ffisn TnWbd Z L2 F A LT,

IR R OEEE (D) The retinoblastoma tumor suppressor gene (£B) product has been
implicated in epigenetic control of gene expression due to its ability to physically bind
to and regulates many of chromatin modifying factors. To elucidate the mechanism of KB
epigenetic function, we performed genetic and epigenetic analyses in an Fb-deficient
mouse and human primary cancer tissues. Her e we report that the genetic interaction of
Kb and ATM regulates DNMT1 protein stability, and microarray analysis indicated that

RB-ATMH-DNMTI interaction controls the DNA methylation status in the promoter of hundreds

of cancer related genes.
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W5 ZEEH|E L (Shamma et al.,
Cancer Cell 15:2557269, 2009), kb Ri&Mk
BIZ L > CTFFE D Ras {EPEDTLHED
fEbasl &2 L, BAfkiciiiT 20T
bHD, AWFIETIX, Bb BDARTEMALTD Z &
Ik o> THE SN D DNA HHENSEA D, Ml
{LDFFEIZMHTH D E I D%, Rb & ATM
BB EFRMICRIE T2~ 22 FRT 5
LIk o THRES D, 7o, FEROEIRY:
T Bt A b DRRHEZE R oD 35 8h 2 fighr 4~ 5 =
L&D DNA I Ll ELE 7R <
S FREREDATEIZIE D, ZOWFEIC X - T,
M LR OMTE S B T2 ADE
PR 2 IS 2 R A R T 5,

2. WFEOHEBY

D AHEREIE T RB 132 < 07 m~vF A&
i 7 LA L. T OMBRERHIETS 2 LI
LVENBETFORREZET 22T 4 v
WZHIBEIL TS, LU, 20 RBOR
REVZAEW FIOIC B RRIR B b+ iR &

TN, ZDE IR RBIZL DY =R

T4 v 7 HIBERE A MR S 7o IS, xid
HUR IR C M 242 U %5 RB REIEET L~
U AL FEFEN AR A . BRI,

ZLT ROV 2T o 7 SRR BT o 1

3. WOk

RB ~7 v R~ 07 203 BT HURIR T v
v = UREAMRE (CHIRR) MoROMRE (UL
T, PRI CHIIRIES) NAELD, S HIC
N-ras RERRENHEA S D & R CHE
Je Mg U v BE (A3 % RBRRBE 23 728 AU
PEAL DR T ED K 5 e feBlz RIS 02 fif
T D720 =T NV FEE
WCIRHT 5 Z &1z Lz,

4. WFFERCR

DAAHES T RB 13 D7 a~F A&
iR F LA L. TDO~T s a<vF B
PEREZ I 9~ 2 & B 2 2 OMRE & A7),
BLOVERRFANCEAT 5 2 L 2 B LT,
P2 1Z RBE ATHOFE HAEH 73 DNA A F L ALB%
5% DNMT1 D2 EMEZ S 2 Z & 2R AL,
Z O ENEFIZ L D DNA A F kiR D2,
& RB RN X B 03 ATEMEAL oD B A R
%o KB & ATM OFRAAEH A DNA A F/UALBESR

DNMT1 D% EERHETHZ L. £7-. DNA



~A 7 a7 LA fENTH S Inkda, She2, Fox06,
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