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1. SCF-Fbw7 = B F > U A —F OFHIEN DR

SCF-Fbw7 = E'F%F U H—BIXH MILCHA M E TER L TV D infiliEis & LCER S
LT3, c-Mye, c-Jun, c-fos, Notch, cyclin E 72 & OFEFE BTN - % MO & LTV AERHRE I
TWAH D, SCF-Fbw7 OISRED T E TSN E XN Z 72\, ZAVE TOMF TH A L MECR MO
HAHH - S LI BB /2B B R - D—> T D c-Myb (Kitagawa et al, Oncogene 2009), GATA3 (Kitagawa et al,
Mol Cell Biol 2014)%387= 7% SCF-Fow7 OFER)CTdh 5 FH a5 Uiz, HiliFi~ 13, SCF-Fow7 O FHIER
& U CHLIERER B R - GATA2 # R L7=, & 512, Cyclin B-CDKI1 {2k % GATA2 @ Thrl76 Y i
16723 Fow7 & OFEA DB & 4720 GATA2 78 Fobw7 IZ L D 2 X F UARIFHI R % 50 5 2 & % AL
WIZLTe, Fow7 /v 7 T U M= U ADENIC LY . 20 Fow7 (KIFHI72 GATA2 O 5y ik 1 3t i i
RO MEHENZ B G- L T\ D 2 E R B 2T/ - 72 (Nakajima et al. J Biol Chem 2015)
ARNASF AT (046, Au)IPHERR)

2. DNA R FrR R O g

EZAEY) O DNA BEEGHEBI MBI OB A N = XL TH Y |2 OO TEHE TH 2,
F 4 13 DNA [FERHZFSU T pre-replication complex @ co-factor & L CHERET 5 histone acetyltransferase
(HAT) DI SOV THT 21T o 72, 2D HAT [ZZEIMRIBETIC L W DNA # A —VF = v 7 RA
YMIED Y VEMbESZ T RIND ZERW BN E ot SIEICIIX 7 LAT REREERICED
%5 CRL"P® Ra b FAUEMiZIT) 2 & b O L, 20 DNA HIEIGE Lot e
AR TR2FALZIE LA %2 Gl $NEIE ST 572DICEETH D Z & it Lz,
(Matsunuma et al. Mol. Cell Biol. 2015)

(FHEHHEAT, ase— (140, AB)IHERD)

3. X G ARANTE A LSS O fi T

X e EARAIEPEAIT X SRR 7 7 A VEZER CHIE -2 72012 D — A S 5 X Ytk 5 H—AK
MREHET HBRTHY . T2 RT 4 7 ANROEERETNO—DThD, X PaRRIEE
{biFFIE=— R RNA Th D Xist IZ K> THAE LD, Bix 1L Xist DT FE A RNA TH Y| Xist D
FEHL A L AT L X AR TR L(XC O BRAG % #4135 , H3K36me3 (il iz G- ORI E
NS, BEEMHIREID A T Z 1 2o 7R, Bl 7 v —2 —EF10 b OFRBUNHICEE L T\ 5 &
EZHNTWD, RBFFE TR, Tix (T8 25 Xist DIFIZ, H3K36me3 EARAERERIIZEE- L T 5
R LT, AE R, Tix OERBAZPE S Xist 71— 4 —[Fi~0 H3K36me3 {EAiOE AL S iz,
IHIZ, B A M EHOBHIIFELARATH S b A b H3.3 K36M ZHifilREL L, MlaN o K36 A F
IALEESR OIESRIEEZ FFRIICIHE Ls & 2 A, Xist FBLOEH 7 N Bl sz, Znbo
FEV | Tix 13 Xist 70 F— % —JH01Z H3K36me3 [EAfi 238 A L, AU Xist OB E HERERIIZ 3]
LTWAEEHLMNZL, JF L7z (Ohhata et al. Mol Cell Biol 2015)

IHIZ, Bix OEBFFEARERTE T T A Mpfifa 282 L7, BUEZ OMaEZ W CAREE 2 b
ANEHFPER G T-D ChIP 7w & A 72 E& FAWT Tix O THEDORNT 217> T\ b, £12, 4% X
PR RIS LA I C BE G-~ 2 70 T OFSREAD HLEE, X Qe RTEME L & 589 & OB 0 &, EE bt
T —~ AT DI DM ORI, iR~ v ADEA, BHH, RHHER K O 7= 72 Rt o /E#Y
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4. HBV HEUCB S5 /o a—F 1 7 RNA O

HBV OFEMELS HBV 23K & 70 5 1775 AL DR AERREI I A D 1A 2\, £ Z THex X HBV
(ZB5-9 2% ) o a—T 4 7 RNA OFRIRZ ARFRYUIEFREE & LR TIT > T D, ZOREE, HBV
BRNESN S5 Z LI TREANEETLEH /) a2 —F 1 7 RNA(IncRNA)Z B2 L7z, BIE,
Z ® IncRNA DFERE & 56 BUFEHAE 2 it 1 CTh 5.,
R, IR, AT (RRYWE) . GHEREE (BUWE) . Jb)IIHERD)
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CDK2 2L 5V Vbl &4t/ 2% F 2 U A —E SCF-Fbw7 IZ L » TRk S, 2B FF 4K
7R R 252 7 T D 2 & 2 T Al BICEE TH D 2 L & 72 L7e (Kitagawa et al. Mol
Cell Biol 2014), AAFEEILF U GATA 7 7 2 U — OGN GATA2 784 2 U > B-CDK1 [2 k> TV
&5 Z E12 KD SCF-Fow7 IZ X o TR S 4L, = B X F AR Rl 22 F Tnbp 2 &, %
S E MR O B CTH 5 Z & & R 2 L= (Nakajima et al. J Biol Chem 2015) , BLBZE 2
EIWZIFE A LD Fow? OEEIL GSK3 I XD U b5 & &L R0 N, GATA 77 I U —i3h A7 U
BIFER T —BIC LD Y VLB & &L 72D, ZDZ LI GATA 7 7 I U —2SHRaE SRR 45 iR
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