DFEYF
1 # B &
Rk 25 43 A 31 A BIfE
Az 1A
Nices 1A
ahl (9 BIRPLER) 0 A (0 AN)
B (5 BIEbis) 2 N 0 N)
e 0 A
BEHE (AR, RO, BEhEEah) 0 A
== 0 A
HE = 0A
FHEMFE B 2 N
RFEPETFAE (O BMGEREND) 4 N 4 N)
oA 0A
SMNELNE EFER 0 A
BTk e (BBEE % &ate) 0 A
Z ol (Haiie B %) 4 N
ARl 14 A\
2 FEDOEEKR
I e (i) (H12.10.1~33%)
FHIH AT (MEEOR)  (H22.7.1~3L)
e 57 @) (H13.3.1~19.3.31 B)F ; H19.4.1~ i)
KA AL (Bh#) (H24.9.1~HiJ#)
3 MRFEE HEILIN 2 R E T,
SRk 24 AR EE
(1) FEwRCER (O BRI HD) 4 i (0 @)
"""""" Y A Er r s T
(2) DTy —F 4 o I AR Z— 0
"""""" oty vy a—0nE | o0
(3) #FiH (O BHILXDH D) 4 i (1 )
"""""" oty vy a—0nEt | 1086
(4) FEH (O BLHLDHLD) 0 i (0 @)
B) EARER OBAXoen) O CLU
ZDA LN N T 7 I H—D&EF 0.00

(1) RE#RX (ZRBEFEOEICTHR)
A, ETE A D IRER R PO A %= TR

LTW=bo

—104—




1. Liu N, Matsumoto M, Kitagawa K, Kotake Y, Suzuki S, Shirasawa S, Nakayama KI, Nakanishi M,

Niida H, Kitagawa M*.Chk1 phosphorylates the tumour suppressor Mig-6, regulating the activation of
EGF signalling. EMBO J. 31: 2365-2377, 2012.

2. Suzuki S, Fukasawa H, Misaki T, Togawa A, Ohashi N, Kitagawa K, Kotake Y, Liu N, Niida H,
Nakayama K, Nakayama KI, Yamamoto T, Kitagawa M*. The Amelioration of Renal Damage in
Skp2-Deficient Mice Canceled by p27 (Kipl) Deficiency in Skp2(-/-) p27(-/-) Mice. PLoS ONE.
7:€36249, 2012.

ARy N T 7 7 Z—D/NGE [13.297]

B. EHELANIERERRFOMBEICHRE L, HEEZPYZBEITTRBL TV (FRO

F[EAIFZE)

1. Egawa K, Kitagawa K, Inoue K, Takayama M, Takayama C, Saitoh S, Kishino T, Kitagawa M, Fukuda
A*. Decreased tonic inhibition in cerebellar granule cells causes motor dysfunction in a mouse model of
angelman syndrome. Sci. Transl. Med. 4(163): 163ral57, 2012.

AT N7 7T B —DINGE [ 7.804]

C. FEHEENERERRZUSNOHEEICHTE L, HEEDLEBEICTREL T bO
1. Hoshi H, Hao W, Fujita Y, Funayama A, Miyauchi Y, Hashimoto K, Miyamoto K, Iwasaki R, Sato Y,
Kobayashi T, Miyamoto H, Yoshida S, Mori T, Kanagawa H, Katsuyama E, Fujie A, Kitagawa K,
Nakayama KI, Kawamoto T, Sano M, Fukuda K, Ohsawa I, Ohta S, Morioka H, Matsumoto M, Chiba
K, Toyama Y, Miyamoto T*: Aldehyde-stress resulting from Aldh2 mutation promotes osteoporosis
due to impaired osteoblastogenesis. J. Bone Miner. Res. 27: 2015-23, 2012.
A LRI N7 7T B =Dk [ 6.373]

(3) # &
A, FIEEDIERERRFOYBEEEICHTE L TV b0
1. Kitagawa M*, Kotake Y, Ohhata T.: Long noncoding RNA involved in cancer development and cell fate
determination. Curr Drug Targets 13:1616-1621, 2012.

2. Kitagawa K*, Kitagawa M.: The SCF ubiquitin ligases involved in hematopoietic lineage. Curr Drug
Targets 13: 641-648, 2012.

3. Niida H*, Kitagawa M.: Regulation of DNA replication licensing. Curr Drug Targets 13:1588-1592.
2012.
4. JUIDHERC: T EFF > 2 AT LT K DAl EIHE SRR -ERBICBIT 2L EFTF AT
LOKHE— EBRPEERTIS CEtth) 31:33-38, 2013,
AT N T 77 Z—D/NGE [10.659]

—105—



4 FEFEFOHREKR

SRk 24 ARRE

Rt (HRhETe) 11

1 db)IHERS . @Ezs, dWNAR T DEia MR | - I ERRS: « RERFER 4967137 5 (2012 4F 4 H)

5 EFMEERFKE

SRk 24 AR
(1) TR AR R 6 14 (1980 M)
(2) JEATHBFFIZEE 114 (765 57 H)
(3) MBURFFEREIC X 2 BFFEBhAL 0 (075 H)
(4) MEHBAAG 31 (500 J5H9)
(5) ZZREMFIEE 7l ZILFAE 0 ()]
(6) HZ2EMEZOM (RELD) 0 4 (0 77 H)

(1) SCERIEER AR
1 AU (IRER ) AnACHERD SRATZE(B) FEHNHIELS 1 PEY Mig-6 DBTHIBEREL £ DO lEIED
fi B 430 J3 1 Ghikise
2. Ab)iHER (R BRERMIBAZEFIE REH /v a—T 127 RNA ZEERE LTl R oAl
% 160 75 (GBrkd)
3. FHIHIET (IRFEFE) Brafiviilddize DNA GEUES F =y 7 ARA L MAF-& dNTPs AR 2E
HyzaA—2 . 510 J7H (kfe)
4. PHIPEIEATURERE) AAEITZE (B)  DNA HELBH AT 235 1F 28T BRSO fRAT 550 U5 1 Giikiet)
5. AW (RFe3) FARIFSE(C) E3 V47— SCF-Fow7 OFHEEEDMEHT 160 J5 M CGETAT)
6. $hA/INHEL (A3 & TAF7EB) BREEH#EITIZRTS RB 7730 —p130 OHEREMAL B B3 U4
—¥ORE 170 M G
(2) BB E T
1 bR (o) JRAET @Y BT RAIFEFEAULENIFEEE [ BRUITR D A L 2 DFE2HERR
. Stia% BEE LTOHBUAIE OB B3 2 aafERIRIIE) 765 TF CBrll) REH BUIKFE
D AREASH
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Lo bR (IRF) =R EEpEBs 1B MR EE OB FAER ORE &
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2. UL (IREFH) ZHLSME BRI F = v 7 ARA b FF—F Chkl OFikRE : #
PEAS T PER) Mig—6 A AFR) & LI BTSSR i EA% 200 75
3. Kmth (IREFH) LEGLEAMBIAME  AF7esEmhde AR X QA RETEME LRI O FE
J OVt 200 5
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e (FLIR) > > 7RY w7 2 TRecent progress in non-coding RNA research| 2% 24 459 H 20
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4) JERAE LY

1. WESRE JU)IDHER 5 71 BIE AR (RLI)
non-coding RNA and cancer] % 24 4-9 A 20 H
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(3) FWILFEMFTE 3
(1) HEBEIERFE
WUtz A (7> 7' U v P REZEE, ETHIAA R): X Qe R TE MRS O T
(2) EANHELRFE
LA —, IAHERE OLR) KO = 7 A % I PR BRI REAE O it
BFEIK -3 7 U v 7 OHIEIRSEHE O iR bt
BHLS A o TR Ok
PR (B RTNIRT) BT 7 ) 7 Ol O iR
IWAKER (BEEMALREET) BREFETICRIT 522 X F 0 v AT A0k
WA (LK) BT A oy v ZHiE i
WRFHY (EERLR) BT A oo v ZHE O
LRI
A, IR RS, AEp5LZ (2410) VHLERIEEERE A 7 = X A O
ZHPESC 2 N) Ml b A T = R 5 DRSS
KGR QW) BREEETOS RO

@
4

i

10 EFHRARE

SRR 24 4F
pESF LRI 0t

12 iIRTO ) FRUZOHEFTOMERREME

1. BPEETHERREEICIR T D E3 U A —1F Skp2 D4y FEERIfiRMT

T IR IR B F 2 U H— B OERIC I DHERER L OV L OBEICBI L, FHok
JiE. HINASETS K ONHINEESE, MEesEge L Ol 2 2 BREEET T /UICIER LI L T\ 5, £k
. A AREFRRVUO)EEET T L~ BN T, SCFRlZ X F 2 U M —ERkN 7 TH 5
Skp2 3B LUV Cksl WEFREEFRIE L & HICHFEINDLZE . Skp2 / v 7 T 7 b~ 7 AT OFFEEN
I &5 Z & & BH L Cu 5 (Suzuki et al. Am J Pathol 2007, Suzuki et al. Genes Cells 2011), Z 1%
TOWEND, Skp2 1% CDK [LEX L7 E p27, p21. p57 X Lo, FEHHEEPEY Tob-1.
p130, Zdft & LT cyclin E, c-Myc 52 FE D5y 1D B F ARG RICBE S5 LT\ D Z &b
o TS, ZITIEEDH X7 ED Skp2 (KA RN EEEETICB WD TUREROTH A H
22 FAITET, BEEEITICND Skp2 ER X NV BEOE# A L T a ey FTHRIEL,
Skp2KO ~ 7 A L BpA R~ 7 2 CHEE LT, ZOFER, Skp2KO ~ 7 A28V VT p27 OB/ L
& p21, c-Myc OES R ERENBIE STz, £7° Skp2KO ~ 7 A TEREDBE 72 - 7= p27 128 LidEs
PHFEEZ W5 Z &2 Lz, DF Y Skp2/p27 # 7L KO ZERE L. UUO &7 /L% 1Bk
U EEETOREZ IR Skp2KO v U R Ll L7z, ZOfRER, BRI TR O L BEEN
Skp2KO THIH| SAL7=A3, Skp2/p27 # 7 /v KO TIEBEEEOHEFT AR AT < £ TR T\ 2, B
X0 Skp2 12 X% p27 DARA, BEEEMESTICHE T D FHFEH S L7z (Suzuki et al. PLoS ONE
2012),
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GnA/NE R, JB)1PHEE)

EGFR PHEZ > /378 Mig-6 DV U KIZ & D EGF v 7 /UG H R I RS

= Bz VA BE K - (EGF:Epidermal Growth Factor) | Z B 22 5K - D — > T, T DOZHEIKTH %
EGFR(EGF-receptor)|ZHfaNIc T 1 o v FF—F K A A % D RTKs(Receptor tyrosin kinases)|Z
9%, Mig-6 |L EGF Zz &K L fEH L EGF v 7 UniEaHET L EAE L SN, £D/ v I Ty
h~ T A TIE EEROBENEHT D, SOICHEEOE METERNPHLE SN TREY , winfhEs 1
Thod, LNLRNE Mig-6 D EGF ZHMAIAFD A 1 = A 1L Mig-6 DU {5 DOFHERZEA
AT LTSRS IOV CIERATC AR TIZ TN O 2L MNNCT 5 F 2 B E LT, ZOREE.
EGF 3z &k 0 Mig-6 D) > EE(LNTTHET 5 & F oy Vih1 > hFF—E &L THIS 15 Chkl
73 Mig-6 O S251 1) >t 5FF—YThH T L2 RAMLE. 5120 #kick D EGF
U DRI N S EE L/ (Livetal. EMBO J. 2012), ABFFERCAR AT 72 Za b Sl
HAEDIRABRL TV D,

(B2, b))

SCF-Fow7 = &' F 1 U 7 —F OHTHUERI DL

SCF-Fbw7 == &% F 1 U H—E LA MFHCHA A TER L T D aHliEs 7 & L CER
S TW5, c-Myc, c-Jun, c-fos, Notch, cyclin E 75 & o BaEEREE A T % /0 DR & LT D F3
HIN TSN, SCR-Fbw? OEERED BT EZH O LTV ARV, ZHE TONFFETH4 13
ERRAIRL DT - /3 KIC BB RER TR DD T 5 c-Myb A3 /=75 SCF-Fbw7 DFERI T 2 F %
A2 LTz (Kitagawa K et al. Oncogene 2009, Kitagawa K et al. Cell Div. 2010), £¢iT, SCF-Fow7 D3
BUERZ R L, BUEZ ORGREEZTT/R > T\ 5D,

RNZET-. HgACE (A4h). AB)IPHERD

4. DNA #ERIOHHHIBIEAE D Mt
Effe/E > DNA HERUGITEE I MR OFMEA H =X L THY | TOMYIIMD CEHEETH
%, Fexld DNA FEERFIZIST S DNA ERIGIENCEI L, Biic 2B FEET 5 &0 ) PRfIT —
A EFTEY ., BIEZ O 217725 T 5,
(PFHEHHIEAT, Iase—@Q4h), BHEsEsA@ W) - b PHERD)

X Ge RS AL B D fRAT

X e RAIEMEA LT X SRR R 2 MER THIE T 272012, Mo —“ARdH 2 X Qetafko 5 H—
APRNEMET DBETHY . TV =X T 4 7 AROBEBERET NVDO—2TH D, X Jefhr
TEMEAEI3FE=— R RNA ThH D Xist IZL > ThtrES D, Xist ZRIZHIEIT % Tsix RNA OFERE
WRERF- D7 v~ F oERREE (ChIP) 72 & a FVTET L, BiicZm i a 57 (BUERRSEN
). F7o, A% Xist LIEH, BERWET —~ 2 3(TT 22 0DER~ v ADEAN, i, #
WEHERE e OB 72 R OB &2 51 SR ST > TV D,
CRmsHh, b 1PHERD)
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13 COHEPDIFET NEEE HRINORFE
1. BEEET A T =X LR
SCF-Skp2 N FEEDEITICHE T D Z L & Skp2 / v 7 70 b~ U ATHEEEN R S =
EMBFEE L7z (Suzuki S et al. Am. J. Pathol. 2007), & HIZAHEEORE L LT, BhEEETICN
572 Skp2 O Sy ARIERIAS CDK BILEE & /327 B p2T T 5 A HIW] L 7= (Suzuki et al. PL0S ONE 2013),
—J77C, Skp2 3 L OE OHBIE ¥ Cksl (T, BIEEF MY T TNF o -RelB/p52 #RE&IZ & - THRAM
BRI BN TERE S5 2 & & R LTV S (Suzuki et al. Genes Cells 2011),

2. EGF v 7' /RO
FAEFE DR SF = v 7 BA > FFF—F Chkl OFMMEEE L LT EGF ZAKROES 1
Mig-6 # U > Fg{b 35 Z & CEGF v 7 IV DIREA T 5 Z & & FLH L7=(Liu etal. EMBO J.
2012), AWFFERRNIA KT = v 7 RA v b FF—8 & L CHIME S IRICB 54 % Chkl 25 EGF

VT T L WIS 2 L 2 EIRL TV D,

14 TAEOHEIE, EEEMHE S RN
1. BB ETR R A~ DR
FECOBFFERR L W . TNF o -RelB/p52 FREEDIERT I 5 ik Skp2 DOFLENNBEEIRRICEN S Z

EDTRIRE T,
2. DI FEERY & LT Chkl1-Mig-6 #%#%

A DOHIFERER ) & . Chk1-Mig-6 [ZHEMIL DO HHRIZ B 5 2 wREME D & < L 0 PR & LTIk
HTE %,
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