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FEAFBFEN MBS (58 3 Yod ARSI REE)
TIERT R E
FOH LW BETEIROBR%E L IRRDR T RO RIS 255
FEMEE &F RS BERSLP AR LY —EBREBEWER - iR

BREER UANVLREREOREME - CGH /¥ — & WT1 &ETF. IGR2 BEF&2%
HrL, WT1 2E# 12%. IGF2 loss of heterozygosity (LOH)EE 30%. IGF2 loss of
imprinting (LOD# 16%., WT1 & IGF2 B IEH 72 retention of imprinting (RO 42%12 43
JE L7z, IGF2 LOT B MAIC b L C 11g-. +12, 16q-DEE R E o7z, 11q & 16q
WOEIHNER T, 12 FREE LIOEBEFSME L TR Y, Lol BEE &R L B3R
LTWB EEZ DN, VANVLRBBIIWTLIRE, BT = BERERL, Rk
BEROL2 O WT1 BUEE & . IGF2 LOL, CCND2 % CDK4 DiRIRHR, 11q B
BEFRER ELED genetic/epigenetic BEIC L D RATH+12 WEBIZHETE D
ZLERLE,

AT D BT FRIEDOERESHET AN DNA ~A 7 a7 VA ERIEAT3
MELERIE, BRICAMER3IRT~YA 70T VA VAT AERKELTHD, X
B~ 70T VA ARAZ LA 78T VAIZLDMYTRER D SRS 50 %
BRL, ZhEEHEZIRTET VA F o 72ER L, 30 BlIOMEEY - I L0@E
FHRBERE Lz, —, =X bu oy 7P RRE N GFP 28 A U= SLE ik %
AWT, Tr<Z—ElREANOFNETRZ B E Uz, BEDOME bEDE
7 nBREOREGHIFHER OB ZE D7z, ZIUC Ko TR B E 4« OHLER
B EOWEPRRDZZEBHLNERoTe, EBIXTANARY ¥ —2 R
AN EAL, =X ba VB Ei<27 oA R bER L,

i IENM2328 B IR EE 13 A o U o SEDFREAF Th D, OBRE & ik
T 57z, NM23E BE OAYFEEE & k5 L, NM23%E BB X0 EEEE B s
JARPERBEIRKIZY A MIAVEFEL, =I5 EENT I T4 L ZFDY
FERE LTz, ZO/ERIE. MAPKI XU STAT (1,3,5) Ry 7 IVREOERL S
RS LT, —F, MENM2BEHEIC L A TR2WIEEISH CE g 2ERT
DT, R AREEETRBRE QMG % 00 Uiz, JIEIE TNM23E BB &R E fl
BHER I,

FEE DM IS OB G T OMASORICE D RESN D & FHEL T, H/HR
Jtga o psS3 R, WD p53 KR E Kaas BR, BIOZOMOBGTFRE & BEF
%L BRERE Lz, @810 p53 ZREREIL 48% (R LR 68%, G 41%) &
WELRERTHoT, WED Kras BEMBPEEIT 8% LOWMEL Y iR o7, 7
FEOTRIEFH] 1 HIRER) C 5 FATFRERT LR, p53(-VK-ras(-)23 90% TR bE < |
IRVNT p53 (+) / Keras (<) 23 81%, p53 (-) / K-ras (+) 28 75%., p53 (+) / K-ras (+) 43 60%
Thol, b, MBETERELLTFRICHEELEZADR, TOREIY Kras BED
FREDVKREL, > THMBBTRERER > HERRD FTEBENS T,

B A DBIGTFIREZ B EIOQFEIIT O LOBREEORR AT, 7. 84
BREME A Mok B BRI R AR OB BB L7, RLLAMP 2 N5 = &

1



2 X AR 10* iz 1 oS AMIEE, RNA %K 30 2 CTHRIBTE 5
FREEZEE L, ZOBREII—EED total RNA % FUSKRIZIERE T 65°CTRIE &
FHAPTTREREELNDDT, —ROFBHRTHRETRENSFRICTED LR
B, EHIT, FOfMO A MFECETEL A ORI ECDRTRICE AR B G FR

BE~LRBTIARRNISH D,
SR
1. &% ‘el  #HERSIDPAEBF—
ARSI TR
2. B E— ALK FEEFHREFER
SFRESE Bl
3. A T BERSIBAE L F—
WRRIEEE I ZTET TSR
4, BB Xk¥F )RS A H —
ERPRFFSEAT Fik
5. @ BFER BERSIBAE L F—
wkt BIEE
A, TFEEBY

A Vb AEEIIRERN R/ DROBEE TH D,
FORREETF & UT 1pl3 RaifEik XL D WTI
DEHE X T2, WT1 EEIE Y AV LR ERO
15%IZ A B BB E R\, IGF2 i 11p15 I’
L. RMUEFHEHRT B imprint BT TH D, VA Vb
2B T SRIT IGF2 @ loss of imprinting (LOI)
< loss of heterozygosity (LOH)H3 4 LTV 5 & KK
DHEIRTNVSE, VA NVARAEEE
comparative genomic hybridization (CGH) « B & {f5;
Yyl & 0 8T B, 72, IGF2 @ LOI & LOH,
WT1 BE 2005, Z2hbORNS, ZThE
NOREDERRAVISHEC LOI & FEBE 4 D Yeta i E
FRLMPICTT B, BEiCEY, vANVLRERED
RANE R IRRATD 2 L BHEOBNTH D,

LR, FEPRBGE, BSRERR S EATe S R
RE MRS R A BT D, 2 b O
JTIIEENAT 2 A FRAE S RROBERENS £
OIFIE L BEEICER L, EBE. SREFREE L R
WHHRLE LV RIBRBRE SN TWD, TR, B
ST BRSO WIERRIT LH-RH 7 =R hO5F 3 it
Ko7 avs—LHREF OB L > TRIEILH
B LTS, ABILETHEED, SE£3F
RN IWIRER & BV CEMERIRE ERT 57

WIT, A by BRI 2 B RO,
RicESE&, =R S UgEvf o7 A
F o IR ha IR GFP A
HifZs & & WO T RENEE R T 5,
JEEARIIZ RB1) B NM23 BI5TF OBBIFESL,
WM W & NM23 BREICEB LT,
W E W% ENEE BR U, 2B s,
MR Y Lo, i/ NEBRER RS X O FIE D T 12
PWHCAER Ch-o T, SFEX NM23 BIEFDE
REBHBHE X TV 3 ARHEMIEE O MiFk &
OMEAD NM23 BEEEZRIE L, BRIEREZ R
S5, FME NM23 BEEEEEBRE OT %3
RETHDZ &L OEYWFHEBR LM TSI,
1B AR & B yF e 2 NM23 & B H TOE
L., BEINWIBEBF/EAEOFB %L protein
array *° cDNA microarray 25 % i\ TIRIT 5,
HEIE OO B BE IR O BB T ORAF hEIC X
DRESND, BEMCHEOREEICEASTSHE
ERBEFOELIITTIRREESNZ BB
B, FNOORBEBTEMASOE TELE LR
L mER R, £ 2T, WEicBsWT, 1)
P53 R, Kras BR, TOMOBEEBETERL ST
L. SEBRETFREOMAS DY & BRFERTD
L OBRSE ARG Uz, T O, 135k ps3 B8R
D 9B CpG EALOD G— A Transition XA, G—T
Transversion [XFMA, BRIC Z N JER O AW
BIZrAELDEENTERR, REZIhDIEE
BRONRE— L 3HARIR L OBEFRICERI 235
T bhTnb, 22T, 2) MR, HEE
BoORY—y, BED3IHEMROBILERET L.
[p53 DR DOFEI L & FEH A BRIK HIHERI FTHE
h) EWVHRFRIZ DOV TRET 5,
BAERIZBT 2 BEBETFREOEEMIIRER
Te 2R, BABEE LTES AV TR
BFREXIFEAE2D, FOHEEBDO—DL LT,
EMECERIR 2D BN bR, 22T,



FATe BT A OBAS TIRE & B{E 2> ORIEIZIT 5
FLOREEORBERA D, £THDIC, 5T
EERREOBGZIZ L VO BEREDE=4 Y
> TR D 6D B E B B R 6 2
BARTREE O % Bith L7z, RELAMP 5% H
W TRE, mEE R, BPAOBRGBTHREL
BZTH 2 Lok D BAEROREN M L% H
B,

B. Wk

DA L AJEE 43 Bl OV T CGH « Yefifksy
M7 4T - 72, E5 DNA & EEE L DNA % 584,
11 BReaEo~A a7 T4 h~v—T—%H
W, LOH & i Uiz, Rz WT1 BE %
P IAEB X2 %Y D PCR direct sequencing
HECHHF Uiz, £72 IGF2 =% 2/ 2 9 Avall RFLP
AL & TRl A, ~°/  DNA @ PCR BX O
RT-PCR IZ & 0 ¥4HE L, = DFEWE Avall TH{EL
7o BRUKEMERA I L, LOI LT TWAENY
5 MR RIS T A VA JEE 23 I F w8z L
T, 11q LOH & R IEE O R KEALIALE T D5
IMEEET TSLC1 =% Y D75 R % PCR direct
sequencing 5T, TSLC1 7w &— & —fEikD A F
AL % bisulfite sequencing 1 T4 Lz,

TR NTOF UGBS A Z LT VA VR
B FBAR O FRHTRE S HREIRIB T 2 0 A A3
W T VA F o TEAERT D, BRAEZLT LA
L3RS T LA AV THLBERM B L 0%
BB 48T L. ASAE VRIS 55
— H R RAREET D, Tu~y —PHERKG
PEFRD T2 DI\ 7 1= Z —8 BIEFET S AR
FOMEMIEGE DM R LT D, MEHE
KLl R s VAR & iR T R A R
-7z GFP R~ & —HE ML %2 v, Rl e
X VBRI OWTHERT 5, Bilzic LR VR
—H =D YA NANRYT B =~ DREIIABEITU,
FRERE~EANTHREHIT D, LREHKIO
FENREER LV BERER~T AV RE
ERE-GFP Z#EA L., & OEHNZ-OVT ERE &
PEILBED R 21TV, T — X 2 BT 5,

NM23 EBRE OEWFHEEEZ S5 7291,

U are ik NM23 EAE 2 IEEHRE L O
IR ERIN Uiz, Z O¥EFE - ATFICsd 2 4F

R MTT 7 oA T, £72 NM23 THE R
LEEFIEBEOFEIEBIL cDNA microarray,
multiple RT-PCR, protein antibody array 3 X OV
ELISA Tt L7z, fiE NM23 BEENEIC LY
F % FPHP AR ERIEB IR T A 7201, I
AR BRE O Mg L EAK%E Y F4 v F ELISA
B XD RE L,

Fe/NHRREAEE (R LB & ) 3 1340
BRERFM B E TRt S & Uiz, p53 % PT-PCR,
SSCP, direct sequencing {£12 T, K-ras & MASA {51
T, EGFR & pl6 DT Y % direct sequencing
BCTENRENGH Lie, [FRFC ple RUMBOR
FEF GEREY. MiEEEERs TS AEL
tissue array (& & V) SRR ERICHREE LTz, i@
D53¥EN 1999 4D WHO 43 3RICHEV, FRPRIN R
HE EILREEZ 2R LT,

BB B B S (CML) DA BERE &S =
2V 7T BT, ber-abl &5 % RT-LAMP
E%E VTR L7, CML HElEa#E K562(b3a2 type)
J OV KCL-22(b2a2 type) & FAV T, ZEREIIMRET 21T
Dir, AV hua—jLe LT abl BaFERAWE,
ber-abl 5T b3a2 type K O b2a2 type Z AR H{ 9
5754w —%®E L, HERAOBIESEZ 508
D W EFTz, LAMP BEWZE O b O B OHIREE SR
MBBUT-EYEERKEI L, 74 —F— k]
T2 DNA Wi A X eifi~to, A
IR L ThE K562 B OV KCL-22 ik v L7
RNA Z# W U THRET L7, E72, ber-abl #7272
V> Jakat FARA%K T K562 Mg, KCL-22 MIlEZ 7R
L, OB ETR~Tz, EEMEICE L T K562
HIRE R OV KCL-22 #fa oD total RNA ZBR% % F
VT, ber-abl, abl DEEALIZOVWTERE Lz,
Fhe, WEEL UTHRELBEERH D, i
BRI EAT > 72,

(i BT ~DHERFE)

WRICHERTAREIIBEEL IR (FEH0
BE) oA v T r—hFarey b B, B
FDT T AN —E ST LTI R £ LT 5,
Z OWRISIEEE T ERSTE S ERV. &
T W AL LOOFEHEEYEERLSAE
v H—HEBEERICRH L, BIROEMIOVWT
DARBEHRT, LBOPFFRIZOWTIE, PRI
SR AR v H - OMBEEZS BRI E & B



MTEE P TH D,

C. TR

A VA ANEE 43 FIZOVWT IGF2 @ LOH 3
LOVLOI 73#r & WT1 38T %47V, WT1 BE#E 5
#1 (12%). IGF2 LOH # 13 #] (30%). IGF2LOI
#7440 (16%). IGF2 RO & 18 41 (42%) 1Z59H
L7z, IGF2 LOI B 0D 8 5 o S (B 1 XA B L
L CRiA72(P<0.01), WIS AIE 4 BERiCE
ORI o Tz, CGH » Yl ofER, IGF2
LOI #IZ 11g-&+12 OFERE - 12(P<0.01),
IGF2 LOH B & BRr< &, 16q-1% IGF2 LOI BEIZ BV
fHmzmR Lz (P=0.06), WT1 BEREOYME AR
OB B Hi U TR D> 72 (P<0.01), LOI
AN 119 ORKERICITRINHERE F
TSLC1 MLBET 2D T, UA VLA JEE 23 6%
RMBRIZFOER L AFNALE ST LT, BRET
TR R0 T2 dd, AF AT 4 FICRD S
Teo EOWRRIZ, 11g-0H 5 14 Hp 36, 11qE
OB 1BITHY , AFMALDOFEITEL .
l1g-& DRIEHRD bR ot,

BRI Ik~ A s a7 L
A . real time RT-PCR {Z & V) 4347 L. N4 IEED
ZOMETRR T L7255 50 BiaF 25BN Lz, =
NEREE 3RILB~A 7 a7 v A F v P EVER
U 5L 30 BIORR-F R & IR 0BIR %
IHT LTz, BRIIE 2 BRIy, ER D3I L4

B L.l & Her2 JEBUCHBBE T D EMMN A BTz,

S HICBR L BB R T ORR 2 hEREET
RTL, PR EBABLEELZA, BT
#IR¥ & LT HDAC6, EGR3 NFEIE &ivi-, Wi
IEEEOT v~ & — B REFISHEEZ TR 5
ez, =R haF S EES & RS RS
Frof GFP BT ¥ —Z{ERR L. VR—F —#l
FEIZEA Ule, ThEREMIE gL, MY

RO Rt vl o 7 VRIIEE % 5740 L iz,

T OIEMIIAROFE, BOEME LHEL, &
A DM NREOFMICERATH D L RESH
7= RIFE ERE-GFP %275 /) VA L ABIFEH A2
F =T AR B LR EE R MINRIZE A L C BR
TEMHLRE R FME T 2R EER Lz, Zhick v,
IERIEONEE SBE D ER ¥ 7RO
BBz o7,

1E F AR i BEAZ AR o 5 2 O /MY B s i
Ml Y =2 e ANM23EHE T L &
ZAH YA b AA 2 (GM-CSF,IL-1 8, TNF o, IL-6,
INF- v, IL-8, Groa,I-309, RANTES) »F5# X
720 E DM, GM-CSFRRIL-1 B I3RS (155
NRDHESE « EfFEEHERE L, A LD
THEIIMAPKE L O STAT (1,3,5) RV 745
BEOEMAL LB LT, miENM23EEEIC
£ 2 FRUMIEDOBISIEE 2 kRT3 iz, 1§
ABHEMEIERIZ OV TIRE Uz, 8 AR S
4 SPIOREEE 1 46, THEIEE8F, FE%E 2
3B 4 plomIFC, £, OF (FIEE 7 5.
FEAEE 2 BT 6 Bl A EIRE ONM23AH
W, BHEFIXIZE A EBIREE Th - =0
T, SR INEE & I U A S E T & 1T L
HLIENM23 DR E & ke LTV 5,

FE/NHIIAEE (R _RRCHE & BE) @ ps3 D&
RFEL, 201TH 48% T, B LTI 68%,
AR TIE 1% Th o7z, —J7. BEBICET 5 Kras
FRIFEIY 8% &Ko7z, B CRELRS 1 1]
SEBI O B EAEFRE p53 & Keras BROWREEDHM
HEDETHFT LR, p53 (1) / Kras (1) (i
EHEROMER) 25 90% L FEbE L RNT
P53 (+) / Keras (-) 25 81%, p53 () / K-ras (+) 23
75%., p53 (+)/ K-ras (+) 23 60% & £ &L | p53 (-)
/ Keras () 13 p53 (4) / Keras (D) & W ETFRN RATF
Th DM ER Uiz (P=0.06), WREE, KT, p53
BEAY - OBGREFRD & 1) £E0IRER
13 64%C. R LB (89%) DI IEE (55%)
L VERBICEL ., i) p53 OERBEIRE RS

(68%) DIEHBIFE 41%) Lv bEEICEL,
i) MR L p53 255 L ORMRTIL, p53 BRRB I
JEE T 55% L FEREE D 35% L 0 bEEICE .
ElLGTERBEN TN 31%, 15% & HE T
JEE IR o T2, iv) Strand 731 7 ATOWTIL,
G—T Z £ 39/40 B TIFMEREUBH Hh, CpG
D G—A EREEEICHRE OZEITRD bigh oz,

RT-LAMP % I\ C CML OB 1E e % &
=F VT THESOREERE L, MRS
LAMP EEY 3 BHYD ber-abl KN abl B30 G DT
HDHZELEWRT DD, LAMPEMZTOLDOR
OV IREE SRR L 72 B % BRIKE LT, 54—
NE—=VROTHEEND DNA R4 XL,



HEIDIBRENChb % = L SHER S NI, BRER
BEORIE T, K562 KO KCL-22 #lass 5
TETHUE, ber-abl 130 2 543, = hm— L abl
MR L EEETE N1 S THRINTE 7,
% 77 ber-abl & #£F77 720 Jakat FBAR C K562 #iRL
ERIRLUI235E . Takat MR 10° 81T K562 il 1
BFETIUL, ZOVRATATHRIETHZ EMBT

& 7z, BRMEIZOWT K562 #ED total RNA 73R
FRH&E AT, ber-abl, abl #RREILIZE A,
80ng /> 5 128pg DHEPHTERN TEH Z &M

SNz, Eo, WEEE LCTEBIELBEEN D
B0, PUERFRITHOEIE 5 BV, HRER
LA BB E D T MENL TV,

D. B

A NS AL 11pl3 Ji%@’éWTl;ﬁ{B
FOEFIZIVRETHVEOEE L, 11pl5 i
LT B IGF2 {5+ LOI° LOH % R4 0
MG 8 B & BRI B STV 5, IGF2 i3A
IRHOMBTHEERE T TH Y . LOI° LOH IZ & 518
Tl R BN B DO BEFHIZ A
Fhlz D 43 BIOGHTTIE, WT1T BEEN 12%.
IGF2 LOH #£0% 30%, IGF2 LOI B£2S 16%., IGF2
E% imprint & 42% TdH o7, CTCF i3V A /L A R
R CTLUILLIEREDABD 16922 12z LT
B, 16q-DfER CTCF BEEOEABIEH Sh
% &, O insulator B§RED Kb, IGF2 LOI A
AETD WIS, F 72 b OMFERERIZ L B &
16q-DFEE VL IGF2 LOL B @V MEM 2R L, L&
DARFLE SR LTz, & 512, IGF2 LOI Bz 11g-
EH12 OEERERIZE o T, IGF2 LOI#ETH
D 11q-D R BRI IS IMEIEE T TSLCI
PUNBEBLTHWDEDT, TOERLE AF)ULE TR
7275, LOI # & OBRIIFAD bviahotz, A
VA AEFIIWTI RE, BT =V ERETRL,
P BB E o0 WT1 B & IGF2 LOI,
12 BYIZALE T 5 CCND2 < CDK4 D5
B, 11q BIMHEEF R KL LD genetic
lepigenetic EHFIT LD FAET H+12 BEEIC /8
T&AHZ %R LE, IGF2 LOI BEERE DF
#H2Y WT1 ZUESEAE L@l & LT, [BE
FEATE D genetic/epigenetic event DXL
EEZ BN,

B EBZLNRTNA,

I DO BVE CFIERSETRIRERE L T
AT VAT THME LT, ZOF v 7 I13%
WA AT VRIOBRIC BRI EE L B,

DIZHBE ORI, RCHTRIaR O LR E % A
W2, BREBOBIMLICOERATHS =
LW ENT, ZDOF v T E AW
D36, Bl T%IETF & LT HDACS 2% R L1z,
HDACS i in vitro DD 5 ER BEHSLEMRIC
BOWTTRA haf AKFERICTF 2 — 7 ) VORT
EFIALEN U TR AR ST 2 TEEM:
PIRENT, X BICHE 2 MBEE LZE272 ER ©
BIRIETTH D EGR3 bF#% L ABEIT A Z &8
RENT, THEERBNCHR O~ A 7 a7 L1 ik
BTHD3RAUT VA F v 7HBAR L, BRE
L& R, BEOBIE/L, BEMLERKY ., ERK
ISHEBERLTWS, Zhve VW TH 30 IEF DR
RABEMENT LIz 25, B 2 @ik
&, ARMBRTRB SN, —F., TERRShE
7 a v &2 — PR ER R R o R R A
WHEETA T uvd—ERNERTHY . ZOIEK
DIENETFINIT LD E % & O T G172 1A
RPBETHD, €2 TH/IZ ERE-GFP #E A
L7l 2B L, £ & 9 725 MER O#eST
AT TR A BRRA U Tz, SR HTsE R
RTINS, 20 GFP L iRk—# —#Ilfa s 25 b % H
WD Z LTI o T« DEOBE b & DI MUNR
BOFBNFRETHD Z LW RENT, EHICY
ANARY Z—%RWTRBEERIC GFP L R—
H—%EAL, BEDT av & —ViE{ie s
T 2%%EM%E L, Zhic k- TRAEWA ER
TEMELRE DR A FREIZ A2 o T,

JES RIS EEA T D NM23 40 Fid, BB L
ORI (BERE2N L) (SRR DB 2 (2
A2 L EBELMNT L, NM23 BESTER
BET L2 EMENEBRO—HMEHLMNI L
ik, BEEAICSE LC, g NM23 4+
% OHRE (EFEAIRECY A N A VEEAER
) BIENE LIIBFEORREA~ L RBT DA
HEMEDSRIR iz, & DT, NM23 DGRk
B BEET 5 7 TN BERSCZFDOTRS T2
EL, FlchhTHRETF L5 %@%ﬁ&@ﬁf
5T R U7, iE NM23 B EEIC &
%&@%@%ﬁmvgaﬁ%m\amr\%@u



oNE, MHIRRNEE, MRFETH Y . SEES
DS RHR 22 0o T BBV R . R S b B s |
ZLTHHETH D, 5 EImABEMEER, &I
B ic B\ TIER L OMEKIC NM23 BEEE OFR
EEFAPBHE SN TWADOT, BRBEES D
5% DT RICHIF LT 5,

B R34) B p53 OZ BB TR E TIL 50%
%, SEOBE L —H LTS, Kras TR
BE XK T 30% T, & G ShTn s, s
E X 10-16% L EBWHEPRES TR Y (4
ORBRERIZI N ETORE DR Tl HIEVE
ECholz, pS3ER, Kras TR EEME L DO
BRIZDWVTHE, ThE CEMOBETFERLEOH
1AW ERLZBA O, p53 ICELTIT
BEMRTDETAME LWL TIHBHYE
F o7 RABITEV, Kras 2B LTI, BEBH D
EFEHBPEBN LT HRMENZ VDS, FHPE TS
FEBMENW, < OREREAVWERBIZRSh
TRV, FREREH T HNCIR » THRER L7 R,
PSI3ERI Vb kras BEROFBFHIZE 2 DHE
FERE < Keras DRENFI L2 biX pS3 BROH
HIEBOFHBEN T, p53 WMELRAF—
EREDPAFRPEET B EWVWHRIBH D, 4H
DR T G-T FRIIWEFIZL <, JEFR
strand {2V &0 D, BALNIHE L BIR LT
W5, —15. CpG WL G—A [ FHUE & BIfR72 <,
strand 734 7 A BRERWNI &b, WA L BIR
LT 5 & DIGGRIZE L & OfEsR & 1872,

RT-LAMP iz & 5 CML @ ber-abl mRNA %
HT 2R Tl MGEENPETEL2D, blo
& LTEENHIERBICRESRBENTLE SR
mAHY, 2, 3HBOWWEEILTLHERTE
BEFEZR, Fin, REZLICTHRERETIL
LB L EUSEEME LT LEY, B X b
DD D, RNA % Ft S/ TH 51380 3 0 0B
TRESHE D, Bl SREEREZMTET
1ERALINAZ BEL LTEY, Mk, b RNA %
SRR T A EBRMNETH S, CML DE
=&Y 7T, KRENRERP DR, TEH
FEHTEENI RV OT, MERE I WTERLT
BHHEL Y RNA ZHRER L CHET S HIET
VO TRV EE XD, FNBFIRETHNIL
EHICHREEZER(ILTHZ LN TE, BIRIREL

LT &Y EAMITELD,

E. %

v A b A B 43 B> WT1 & IGF2 #4081 L
WT1 %R % 12%. IGF2 LOH # % 30%. IGF2 LOI
% 16%., IGR2 EHEA 7V v "lE 2%
L7, Yefafk - CGH i OfESR, IGF2 LOI %
SRTIEIL 11g-&+12 2R THENE Tz, 7
AWV BAEREE WTL KK, BT =V ERER
L. Yl BERO 0 WT1 BUEE & IGF2
LOI, 12 FYefafk b CCND2 % CDK4 DRFIF
B, 11q BIHERRETRER EOLED genetic
lepigenetic BEIZ &V RATH+12 BUEEIZ/HE
TEBHZLERL,

DNA ~A 7 a7 LA &R b
JRIZRBIT D= X b af R EERIR O e T
7 A NBE LNz, EGR3 72 & OFHROEZENER
FREALMTARY | RIVE EREIS AT RR
F o TRRBO =D OF A FERBE LI, £z,
R S % W B D D AT v TR BETORB
BHLicER Th D Z LR an, XHICEAR
RYATAETHIEORMA IR~ a7
VA F o TR LTS, —FH., TbDOu%E
DWW THH F%IFF HDAC6, IGFBP4, EGR3
DFE &Nz, HDACG (& ER [BPEFLEMIIEIC 33V
TEA PP AR T 2 —7 ) Ol &5
MMEEN L CREEEEZ R LTV D, 2, i
RRDOBE b & O iU NREFHME 21T 5 278
BT veA VAT AERANCT, e OEFOHN
SYULTRIR DOZRTHYERTAM & FIRBIC T 5 R 2 BA%E, &
BLTW3,

FEEAIRA T M 243 LT NM23 0 F 5 AT
T—F—L LT, A= b7 T4 0, EERE
MLTRT I T4 I EBHROEIE ZRET 5
T L HEA L, MIE NM23 EEERFHRARR
F e BEMRENERDO1S2LEZLONDS, 36
2. ZOFRMLMENMS3 REZTIT2Z LI
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