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ABSTRACT: RASSFIA gene was a novel candidate tumor suppressor gene discovered recently and its normal expression

could inhibit carcinogenesis. The aberrant methylaton of CpG islands could lead to the inactivation of RASSF1A, which played an

important role in the genesis and development of breast cancer. RASSF1A methylation status examination was clinically significant,

and could serve as a new technique for early diagnosis, curative effect monitoring and prognosis of breast cancer, while reversing

the methylation of RASSF1A would be a promising idea for breast cancer therapy.
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A, RASSF1A) R 2000 5F % SL6 — ff BUERE M 2 I (tum
mor suppressor gene, TSG), HERM KM T XN,
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X 1 ( minimal deletion region), 2000 £ Dammann “F®{fi
BERE T2 32 7 1% ( ewo—hybrid screen) Y LRI T — N T
HIEPY, HH % DNA(complement DNA , ¢cDNA) 5 I ik &
IR XIS YA . T HERRRIGNEASRK C
H5/NR Ras 3R R 14 Norel 71 FERIGEME, KL i ar 4
% Ras fEIX B K% 1 (Ras Association Domain Family 1,
RASSF1), [A)4F Lerman 7%} 3p21.3 (X3 1. — Bt 1< 630kb [
R EALE It Tk B BORAT TR RGEMBESR, IH1E LR i/ Mk
RIXHNTEILT 8 MEEIMEREN, i fiff RASSFL,

RASSF1 21K 7.6kb, W& 8 M4k F(1a.18 208 .2y,
3-6), WAT IR B F R, BarT2 K3 7 &
AR5 7 A (RASSFIA~G),, H: /' RASSF1A .C . F 2= %
FE R [5-8], RASSF1A ¥ cDNA £ 1 873bp, & 17 6
ShWF, BN 1a.20B.3-6, FFFAEIEHEL (open reading
frame, ORF) #if% 340 & BRI, W Fith 38
800D, Z™=#IHY C %4 Ras HXIXH (Ras association do—
main, RA), fi5M0F 3-6 FTRT. NS &FREMmMH
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FLARSE M0k D RASSF1A BN FbhF , R ZHAA X
5 FRAMHIER T RASSFIA #fJLEARRIA, MEXTFLARMEH L
Aprh R B 4T RASSFIA 893 A K- E R FLARE L
1 3-10 1%, X—25 R 47K , RASSF1A R §Y IF % Fak kg im
HIFLARAE M AL

T At 44T T RASSF1A 75 FL AR 40 B bk i 9 2K 1 L
filo Wit P EERERSME RN (methylation specific
PCR, MSP )47 . K 8 5 #m ik h RASSF1A BN ¥ R4
TRETFXE CpG HMFH P R, MREHFHMAER
RASSF1A MR ZAE, 137 I 247K BE 4 B AL A 39) 5~
Fe—2" - E B+ (5—aza—2’ —deoxycytidine, 5-Aza—CdR)4b

R aniakk, 4 XIETTLAREE S RASSFIA MY EHI#L, fitm
SH P RALRIURRE T RASSFIA K IG 80 & EHLH

Burbee FFMIMBTFRAHLIRE TR LR MG MBITENR
RASSF1A 7EIE# FLAR L B4l ffarh 100% K35, 1ITF 60%(15/
25)fY HTB M HCC RFIFLARME MR D ) Rk Bk, o — 20
) RASSF1A T ZAL 517 & BLFLARIE 40 ZUM 40 MO ik v 4 S0 7F
¥ 49%(19/39)H1 64%(14/22) M 75 P 51k, )t H RASSF1A
MRE P RIS HFAGUR Z BIFEF WEH X, T, Ra
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THEM,
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Tablel Basic information of the seven transcripts of RASSF1 gene

- T ORF HRi%HY PEYIH G IX A X

‘ REMBEHAO RA (of}
RASSF1A 1a.2aB.3-6 340 A A
RASSF1B 1B .2aB.3-6 189 A x
RASSFIC 2v.3-6 270 A x
RASSFID' 1o 2aB .3-6 344 A f
RASSFIE" 1a.20B.3-6 344 A Eél
RASSFIF 1a.3-6 92 x Eil
RASSF1G 1a.4-6 152 x 5l

DEER Y BRSNS R

*cardiac muscle specificity, **pancreas specificity.

3 FLBRMEH RASSFIA 5o B R0 I 0 i oK B L
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LR AL T B BRI RASSFIA 7% T 2/ b PLAR
TRV RIS W T BT Y B, FARSRACT RASSF1A R
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Dulaimi F"X FAFST T 34 FIFLARE R E FAIRARRAR
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#1(65% ) T RERA T 7E RASSF1A F % 54k, Hirb 19 4
(56% ) FIATFETE L7 DNA &) RASSF1A 5% H &L, iFAR
PRkt RASSF1A K B EE AL AYH5 6 H 7 DNA Bk & &
RASSF1A 5% WAL, & Z M7 W EMCHE, M7EILE
KPR B A B IE 3 X PR rh 2 A K T F) RASSF1A R & T &
ft. MFILE DNA WEEE REITRA RASSFIA B% H &
6., 7t B 5 Fp BB LAY S8 T BEAL AR DG HE 0 3, TT LGE T AR T
fL7E DNA h RASSF1A (575 T 3L 3K U B FLAR 58 0 I R
LW,

R T s % DNA Z45h M EILE A DNA S 75 T 48 A
R, i PBS YEIRT LUK X —FB5HE3F DNA H FHH
FREALRED, RykovaHl Skvortsova™¥ [F &R HX— ik,
R T ILREARE T DNA TENYREE PR EREA
(IR LE & 1Y DNA LI % DNA R 2Ny maf

B A AR, G & BT RASSFIA HIIEILAVRS IR
ATLAR 15%82 5 B 65%.
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Krassenstein ‘555 T 7 22 FIFLAR S R A TR I — 411
MBENNFFE PR SEREAASTEOF IR LD
T LLR I ) RASSF1A 536 (4 ) TR BE 4k, 3 A I B L B A
RASSF1A AL I BEAE T BiA BB, (0457 TORAEAR MY
WAL

Pu %SRS R I T PLAR R AR £ SF WIS £ 47 A D RARB2,
RASSF1A fil cyclin D2 % 3 MR R ITAAL, IF 5 HIN
MRALGHIT T XHRRBEIT . LR AR, 3 Rt ALK S
W B R IA 96% , 50 3 W5 FAE—ZE B Ay DAk i, Of 1L %
FUARA BRI 5 FARSRAR G R E -8 X W —Trfidlesn
AREE SR A H T R R P AR M B FT AT S — i e
7% , 2Pl ] O (0 A4 B R T LA 488 5 B P o8 A7 1) T FLAR
TEE IR R I2 1
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7R RASSF1A 5% P B AL R ILIRM & A rh iy — D B
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RASSF1A B P EALR I A7 B IR B B S
3.2 RASSFIA R R SILRMIEKE R 2 BHX F

WX %ETESVIFLRE RASSFIA FH P 2R EHR
RIS T RASSF1A P BALATR 5 RIF S Z BRI KR, (B R
HRMEIA AR, T SHASRERA —EX R,

Chen “F" % §l RASSF1A W EALMURTE AR 4E % 41 4L
SERIRKRAYBEZHHERELR IFASHEEZK
(estrogen receptor, ER)}ﬂ@iﬂfli&W(progesterone recep—
tor, ER) Y FiA WL TG W AH KAt  Fackler ML T A/
A R T R RO R SR KR Y RASSFI1A H LI TE
ROKBITLGITEER . Mehrotra BLE T ARER A
[6) % LL & ER/PR %1k % B 40 2 [7] RASSF1A B[P H (L4
R, BERENE I, 7 ER+/PR+AM ER-/PR~.50 % L) |-
$H, BAREALRE RASSFIA T E/L AR ED EXR . 0
7E ER-/PR-.50 5 U T 4, BABEN RASSF1A T E4LMA
HRUERTHARE: MFEsS0 S ULAHKSOSUTHA
#1 ,ER+/PR+# 3|t ER-/PR-# RASSF1A £ (L JH R
BH50 FUTRAHETHEMEBEEN, Mehrotra %2
FEHA TR, FAIRE T A B H LD RASSF1A
F R B P 0 L TR MR 2R 0, R T A 4R T A PR
ik 100%, 5SREALNFENELR,
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FREMHE

Fiegl ™ 453 if 7 0 AR A7 B A J7 48 By 4k sr ot 18 ol 75
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RASSF1A EHX B 31F CpG Qi P RALFHEHIRF
FUIEBA AR, WP BALRES A T B RK R %
1B W AFRBANATT R UL T BB, 5-Aza~CdR 22—
Frie R4t DNA PRGN, T B85 DNA PR
BRI a8 S R BSR4 X IR R AR R A T 324k, B
WG RGBT CE £ 8GR F] Dammann 9l &
{EIM ) 5-Aza-CdR 4L T8 RASSF1A 34 Bk 4 Y 3L A% % 4
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AR IETA T R BT I B

Suzuki ™ M H RNA +3HHAR Fid DNA 2108 1
(DNA methyltransferase 1, DNMT1) I RiAZ 5, & PR
EHE LB HCC1954 7' RASSFIA BRI FTPEARERK T
80%)A I I BT LI B] RASSFIA BYEH Rk, X—FK
YRS, S R R RN R R PR, FER I ARESY
RIFRE A A,
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7 RASSF1A R R P EAMAER B EBURHE; 5IHBEN®
BE& MM 10 \RASSF1A F1/5X APC 58 WP R ALAY B T
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4 RASSFIA ] BERYMBEHL

RASSF1A 1 4% 2510788 2 K ) R VE DL i ok 52 21
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Shivakumar %% L, RASSF1A Y IF % #3157 LI¥ 40 A
BT G1/S M. ZBHWHEH RiE T Rb £ XN F RN 4
BRLFE St K8 0 45 (cell cycle checkpoint)HL & 32 ELAY , Tl A9 HE
Cyclin D1 B4 R FEUR] LA {f 40 0 388 FF 1208 30 o5 A4 H 17 42 5 48
U7 . RASSF1A Jn] LA7E BRI 4K F40 | Cyclin D1 (Y
TR BE W 4 AL R L MR AR T, Lin HOIBIR KW,
RASSF1A B—MMESSEH . EEHTA L0 RN 1
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Dammann % ® £}, Ras HH XK MMNAEFULHS
Norel B4 7% B R , RASSF1A T fiETE Ras {4 538 M
MXEMPEEET/EN, THESHERAKNIETAX,
Ortiz %P 37 Z B ,RASSF1A fi£ 5 Ras % & 4 Norel U4
HERBKEBESENRHE B, BHifd Norel 5 Ras I
Ras 1H{#) GTP Ei(Ras~like GTPase )i EAEN , M+ L
RN R IFEIMEVEH . Khokhlatchev %5 9 % 1 ,Norel Hl
RASSF1A fE 5101 E H %A MST1 AHEAEH, /T Ras i
HHAT M. BARMEHPLESTER Norel 1 RASSF1A
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