DNA A FIWLIC X AR ERNVE Y (GH) BEAHINLIE B LESHE ot

EERFRERANANVANA FH 4 L7 AMEHRS TEBESH HABE
EERFRERANNVANL FH A4 T ARRBABREETT 88 & &
BRRFRFBEANN AN, 44 LY AFENBREZSE  (EEFEFE

RO el AEs e ILHIE=

LI :

GHREAWRIEDH140 — 50%12, Gs a DIEHALERTH B gspZKRDVED LN DLV L
L. B D60%DEELIZ, DX RBELEFREVES LTV EDR2IZ20TIE
ELAHTH S, B biE I E TIITEAERICB VT, hoEHRES & T,
BEETRENHEETFOREZTERMEHEETH LI L2 WME L TE 429 Bl
DNA @ X FWALH, I BEFORNELOF /B L L TEE X O TS,
AIFFRIZB W TIZGHEABRIEIZB1T 5 DNA 2 F IV 1EIZ X 5 retinoblastoma 1 (RB1)
BIEF B X Uras association domain family 1 (RASSF1) E{zFOARNIEILEEHE © kst
Lt

1. RBIEBIEFORE

SHNOGHEAREB X 2B OGH 7u 5 & F ¥ EARIE % &1 2950 T T4AE
JEIZ BT % RBl1 @& FORE R L7
A. SIEMKILFICBT S pRb ODRBOKRE

RNV ) YEENT 74 VUBERIZOWT, £/ 70t VE RB Bk (BD
PharMingen#t, 7 0 — > G3-245) Z W THREMBILFZEZ B I o0 ¥ 7 F D
CRELZGEZEEMRE Lz 72 BEICBWTpRbO ¥ 7 2iEToORMM
WKRDONLHED L BEMBEIA Y — 252 R~ THE% . pROEIEEE L.
T, EEMROEBICHFET 2 MENEMRR EOEEMICIEY 7 AHBRD 5
NBA, ETOREMRIZY 7 F U0 Shiewia% pRb BHEME L HEL 22,
B. RBl#@f=T&xT ORHMIRE RO

REHB LA pROEBSBEHTH L BIEICE VT, RBIEEFIMET 513 q
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M4BT AT oESEOHESE (LOH) OfEfT. RBl1 7u—7 (Oncortt) #H
V272 interphase fluorescence in situ hybridization (FISH) (2 & A RBI&ZFH I —
KON RBLEETO7OE— 5 —B LU Y ¥ OEERYI OB 21T o728
FEH) D P EIZXBigDye Terminator V3.1 Cycle sequencing kit (Applied Biosystems,
#) # AT, ABI PRISM 3100 Genetic Analyzer (Applied Biosystems) {2 & ) 7>
72o FNENDT T4 < —DOIBERINIBERIZIES 725
C. RBl1 70 ¥€— % —3HRD X F VAL DT

JE5 A SHIH L7242 4 DNA % CpGenome DNA modification kit (Intergentt) T
WER L 720 MLBRFEA S ) LDNAZSFRICL T, A F ML RERT LTI/ v — B X
VIEAF WAL E BT ST 54— EHNTPCR 21707z (X FVLEZYE PCR
#)o B N ADNA%CpGAF F—ETAFMELAbDEHB I Pu—LE L
THWe FRNAH VT 74 P TUEFAY ) 5 DNA 2§81 L L7 PCREWZ N
yy—lzru—=rryL, BEOru—rOEEENERET S EICXD, RB1#E
ZFTaE—7—DCpGT A4 T Y FORAFIMLIZOWTKRE Lz OSA V774 b
~ERRFRER) . TNENDOT T4 < —DOEERFTNIIBERICHE 729

2. RASSF1 &1&ZFDORKE OB

BHOGHEEARELLC1HOGH: 7us s F VEAREZ &8 52 FIOBRIEIC
BT 5 RASSF1 Bz T ORE OB 2T o720
A. RASSFIA =T 70 E—F —HBO 2 F VLD

4PIOEFETEARBLUS2FOMEL DB L2 LDNA Z, NLH VT 74
FCHLERE, X FIVALEZMEPCREB X UNA V7 7 4 b —EEEFIREEEHV
Ty AFMEDOFEZRE Lo FREZROFEIH VT 54 v —DEERFIIEE
M2,
B. ¥ &M RT-PCR 2 X 5 RASSF1A mRNA DOf#MT

4 BIOEE TEAED L U526 OBRIE & b #ii L7z RNA 2 v T, RT-PCR 21T\,
RASSFIA mRNA E%# ¥ EE L7, 754 v —OEERFNIBERIIHES 727 NI
Yha—=nELT, FVETNVTFEF3- ) B BKEREFE (GAPDH) %MW,
PCREWZ 7 Hu— ABRIKEICTHEER. =FT 74 7ovf FIZTHRELZ,
ZFhZNOmRNA LX)V IZNIH imagelZ CER %17\, RASSFIA mRNA & GAPDH
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mRNA Okt (RASSFIA mRNA/GAPDH mRNA) & LCT&RL7Z,

<

SE S
1. RBI&&T DM
A. R LT

GHEARIEL BT 28 FIOBRIEICB VT, RIEHEILENICpRb DEHAIZEDO LN
2o 1BIOTO G 2F ) —2I2BWTIE, BEPZBDON LD 57,
B. RBIl&fz¥#nTFORMILE RO

FIEHRRILZ I pROV RS ZRT T U T 7 F ) —< 2BV T, 13q 14EBf7IC 3B
T2 LOH%35H 5 b DD, interphase FISHIZX ) 2 OO RBl1 EEFO I —$ %K%
FLTWAILZHLMIL, $2RBIEEZFOTUE—Y—BIUELTIV VD
BERSNOBNT 2 To7205 BR, A, REREOEIRBDOON R Hh o7z,
C. RB1 70 €—% —3IBD X F VLD FEHNT

A FIALBRZHEPCRIZBWTIE, CpGD X F MLZHRINT 5 75 4 ¥~ — T3 HIEE
¥, EAFVLEBRNT S S T4 —TDOAR, PCREDMFEON. T N4 HN
774 b -BERFREECIBNTYL, 7O0E—F —HIBIIBIT S CpGEBLIZIE A F
WMEIZRBD b o7z,

2. RASSFIA #x T DM
A. RASSFIA BIzT 70 E—% —HI&D 2 F 1L

AFMALBEZME PCRIZBWTIX, 5280 TFTHEMAERED S B, 206 (38%) 2 CpG
DAFMLEBEDIZ (R1.K 1), TDH BGHEAREIIB VT, 13815 7 #1 (54
%) IZAF VLR RD, 1FOGH: 7u 5 7 F VEERBREICBWTIX, A F VL%
RBOLholz, —HOBREIZBWT, A FMUEZHEPCROFBRENI LT 74 b
—EREREEORERET BRI LA, 2200 FEORKRIZ—-HLTWAET
EERWELL, $L4ROEFETEARICBVTIE, WTFhd CpGDAFNVLEED
LMol
B. RASSF1A mRNA Df##H7

4 BIDIEHE TFTERS X W HeLa fiBi2 BV Tid, RASSFIA BIZTFOREMNED S
f, RASSF1A mRNA/GAPDH mRNA OF¥{#i%0.75 TH -7z, € TRASSFIA
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mRNA/GAPDH mRNA #3038 LA F % 7R § Bt % RASSFIA OFEBET L L7z, €D
KR, 526t 2261 (42%) \ZRBUHED 5 VIIRBUKT 252072 (K 1). CpGD A
FALZ RO\ 3264 28 H)Tld, RASSFIA mRNA LAXNVIIIEETH -7z — 7,
RASSFIA mRNA A& O S5z WIRIEIZ BV Tid, 11 #12TIZ CpG D X Fvik
ROz, TLREBURTEZRLZIUFADI B, 76 (64%) (X FULZEDL,

Z8

RB1 B FOREIE. £ OEFORAICHESG L5, BEEEZ R TERARE
IZBWTid, RBlIEEFHAMMET S 13 q 14580 LOH AP EHEICRDO LN A5 &
EHRRLZEHICIEpROIIBH SN AT L L ), RBIBETFEHRORE TIE% { RBl1&
EFEGEOEENHEEFOFEOWNREEIRKE IN TS, /2, Simpson 51345
Bl TEREBRED S H 106 (22%) ([THREMBFRICpRb DREBZEOLBNWI &, 45
BIF 4aBlZ T O E—F —DAFNVALZRD S LHE L TS, SHEOKRE TiE, TE
RBRIEIZ B 1) % pRb O REIHEIZ28FIH 1Bl (T F /=) OATHAHI L%
KL ZO7aS 75 —<IlBWTIE, 13 q 148HIBOLOH % 328 % 7%, interphase
FISHICTRBIEBEF%2 2 A —RD T e 6 HRDHUBICHARZICED 120
RB1 M EETFHAER LW RSNz, 2. TuE—F -8, &7V
YBIVIIV Y A uvEBREMICER, BA. REGZEDEREZ DRV
B, THE—Y —FHLDOCpGD A F AL Z KRG L72hs, AF VLI SN o72,
Ok, BEEATIE. ABREICBT S pRbBHREEOBBIIAHTH 5,
RASSFIA #{z 113 3p21.3 SIS B T 2 MIGLEE T TH 5. &ill. £ < DOl
TRASSFIA BIEF 7O E— 7 —HBRDAFMUIZ L BBIZTFH AL v > v 7IhHiG
ENTVEDY, TEAREBICBIZBINIIRZIN TR h o7, HREHETIX, FIAT
BE 7% PU RASSF1A $ifhAs e /2, THERMAREICHIT5&EB LNV TORMTIIITR %
H 5720 RT-PCREEIZ X 5 RASSFIA mRNA LX)V DN Tid. 42% O BRIE I R
RHLVIIET 2RO, Lard, 2L REAPADONGZVRETIE, EOREDL 7
TE—¥—DCpGEMLD A F VL Z B, TDT LA 6. RASSFI1A O X FWALIZ
X5V AV ras, TEROBEELIEEL TS I EARBRINT,
bR L ), GHEAREICBWTIE, RBIEETFORIBETRER A FVEICE
DAV 73MTHL I L. FEAHLREF TH S RASSFIA D A FIVEIZ
IBRBWEELLVIMETASHEETHEDOONS Z L5 5, RASSF1A 13 GH EA: Mg
DEFLICHES L TWA I EAREERS,
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% 1. TEHABREICBITS RASSFIA 7TOFE—% —EHD AF )AL EBIETHIR & OB#H

RASSFI1A FEGIEL RASSFIA AF)UAL

FEH + -
- 11 11 (100%) 0 P <0.0001
+ 11 7 (64%) 4(36%)
+ 30 2 (7%) 28 (93%)

+: BRIEICBIT S RASSFIA mRNA L N)VNIEE FEEICHERTEMIZE T L TN 5,

MW PC T8 T9 Ti6é T26 T27 TS0

AF VAL

FEAFIVE

B 1 RASSFIABETFTOE—H —EHLD A FIULESZME PCR

EBYE CpG MAFIUEESN TN BHEBITHIRTE T 517 —%, TRIZEAFIULEEN
TWBBRAIHIET 2751 v — &AWz, MW 381 XX —H—%, PCIEIAFIUED
BBk ho—) L&, T8-TS0 X FEAREERT.
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