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Research progress on the expression analysis and mechanism

exploration of tumor metastasis suppressor gene BRMS1

LIU Xue-Ni, TIAN Tian, QIAO Xiao-Jing, QIAO Shou-Yi*, WU Yan-Hua*
(School of Life Sciences, Fudan University, Shanghai 200433, China)

Abstract: Breast cancer metastasis suppressor 1 (BRMSI) has been demonstrated to be an active metastasis
suppressor gene, showing metastasis suppressive role in breast cancer, melanoma, nasopharyngeal carcinoma, non-
small cell lung cancer, ovarian cancer, and etc. It has been revealed that BRMS|1 protein is able to transcriptionally
regulate metastasis-related genes, further to regulate multiple cell events including cell apoptosis, cell
communication, tumor angiogenesis, and etc. Herein, the molecular structure, expressional regulation, biological
function and metastasis suppression mechanism of BRMS! gene are briefly reviewed.
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sk, HHXIEK A CmERZS T
JR IR B R AR AL R 3R R . 2000 4, Seraj 2 B Gk
R TCRE T —ANH A D S ——BRMSI . 1%
FEFNALT 11q13.1~q13.2, 42K 10 kb, 2002 45, Saman
2 WSk TN, brms] BN, KJE N 8.5 kb, fiT
NERETEE 19 S a4k b, Ff & BRMSI Fi1 brmsl
(1] cDNA A1 85 [ 51 /5 51 14 AH AL BE 43 3l 9 85% A
95%, i H BRMSI 1 brmsl W3 R &5, b g
FEIetE AR T (WA T ) B H B BT R R
i AL

2013 4, Song £ PV 7E B b 50 % T BRMSI
(I FEIJRIE R dBrmsl, H4mfE 1 dBrmsl 5 BRMSI
IFRALLEE N 66%, FF R I dBRMSI 64 T EUR b
ERE FHABET:, dBRMSI 7735 4> 5| i 4 K K
HiBLE, PRETFHEEEKRE
1.2 BRMSIFImRNAZE#

BRMSI ff] mRNA 5 2 ] AR BT 2 fk, Ho,
BRMS1.vI (8% H BRMSI %75 ) J& 1 B R ik (5
ek, 54 H 10 AR5, CDS 4K 741 bp,
i 246 NG . BRMS1.v2 1855 10 MR T4k
H—NA[ASETEAL S, CDS 424 872 bp. BRMSI.
VILEES 5 ANAMNETANE — /N AR B L, R
6~9 5 4L, CDS 4K}y 376 bp. BRMSI.v4 1E
B0 MR FE NIRRT, B9 S
AR, CDS 4xK: N 800 bp. Hurst 2 © B 5% K I,
BRMSI 1] 4 Fh ] AR BYFEARTE A R 2 2 (1) FLIR b Rz 40
Hd w43 A5 AN [ : BRMSI 1 BRMS1.v3 7E MCF10A .
MCF10AT. MCF10CAa.l. MCF10Cad.laZf i £
4345, 1 BRMSI.v2 1 BRMS1.v4 R 4345 T MCF10A
HI MCF10AT ZHifrf .

2013 4%, Wu %5 U 75 JiFJe 41 g e 2 2R P A
BT AN BT AS BRMS1.vhe BRMSI1.vh G/ 25
TGN T, g 215 DN FERR . BRMSI.vh 1A
055 BRMST 2548k, (HAEHIH] RelA/p65 (1) .1
TR LL S NF-xB [ j 20 /K1 J7 T H A B 5 10 v
PE, R, BRMSI1.vh ] #0141 40 i 6 S5 A7 98 1)
K.

1.3 BRMSIER%H

BRMS] % 5 2 (4 BRMSI1 i AH X 70 T i & R
2.85 x 10*, fH 246 & 3 R 41 %, {H & ] SDS-
PAGE 13 ) BRMSI [FIAHXf 4> T B &4 3.5 x 107,
$27~% BRMS1 Al fig %2 21544 . BRMS1 4 AN i -
% i 3£ 7 (coiled-coiled motif, CC), 43 AL F N i
(CC1, 51~98 aa) % C i (CC2, 130~187 aa), AJTEH

MEAAK G- 5. CCa IR UM S
BRMS1 5 HAhZE A B A EAEA, 41 BRMSI #]F|
H CCl1 57ri% /8 - H 8 H (sorting nexin 6, SNX6)
ff) CC A1 EAFH, R CC2 7] 5 Sin3-HDAC (switch-
independent 3/histone deacetylase) & A& ] ARID4 #H
HAER ®,

BRMS1 & HA W MZENAE S (nuclear localization
signal, NLS), #B2 55 BRMSI {J A #, NLSI
fiiF 198~205 aa, NLS2 {7 239~245 aa '”, NLS2
X BRMSI [ % % 300 i) 3% 1 2 06 75 0 o ok b,
BRMS1 i&FH — M4 H 15 5 (nuclear export signal,
NES), £+ 71~95 aa, G 7 CC N, 4 BRMSI
(1) CC1 IR RALET, Bk T NES {55, BRMS1 ANfE
AR MR R 5 124 BRMST (R ERALH CCl iR 5
i, 254 NES 55, ff \4iiutzikis 2iampu i ¥,

U Ah,  gh R T8 & B BRMST 2 (i
138~174 aa XA JLAA 584 )& BB I L 2 R Hr
. BRMS] [ N i 5 B R AR E £ X, "HEZSR
PRI R G 25 H 3, T AU PR R R
it. BRMSI N #A JLA cAMP/cGMP 45 & 7 & LA
JHE P C B8 AL O T B RR A7 i, (HR
RIUBEIAL AL 5 1

2 BRMSIEFMFRIEIFE

2.1 BRMSIEFERIRIEIFE

2000 4, Seraj £ ! ] F§ Northern blot i |
BRMSI T N\ % 1 1E 20 23 ) mRNA & 1A K,
2E B R BRMSI £ IE W A ik kik, Hp®
Fo PRAE R R RN T A R 0 AR KV B vy, TR
Jili 0o T R 2K KT . Liu 25 ) 78 1B % S0 A0
b R4 NL-20 LA /N4 i e 265 e 55 15 3
S ZURE S R B BRMST #5195 7K
Ubah, EFLIRE. BERF. SR, PRS2 M
I 20 2310 238 4y At TP S8R I 3 BRMST 1638 55 1IE
AR RIL, BRMSI 1EIEH AL PR 1 RIEHR
BRMS1 X} F IEH 4l v sh e H B2,

KEWIFE TAE SR, BRMSI 3 [ ) 35 1k 45
15 IR A R R (R R AR H %) . BRMST T 5.0
JE AN 9N HLE bR 40 e B Y mRNA R (1 KCF
RiLBEMTIEH M E g ", EREER. A
R RS IEE . o R S 2 Rl Y, BRMS
TR RIEEE T ", H2, Frolova
26 POV B BRMST 3 [ ) 85 (3 3838 7K P18 S L L
S AL RSB I R IA KA, #REE m T IER 1)
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FUBR 0. Zhang %5 PV RI/EFLRE 1, BRMSI
) mRNA & & 5B EF%. MRER. 220521k
(progesterone receptor, PR) 5 A& i A=K K 75244 2
(HER2) i K. HEBEFER KT 50 2, BB AELEN
T2 cm, PR PHYEFI HER2 it &K ikl), BRMSI (¥
mRNA 7 & 2 & M 4R R KT

PRk, PR S AL RE A SR IR B AN [ 2 0 A
BRMS1 BRI AL RIETEAFFI AT REIR K 2 —o i —
Ji T, JEi8 & mRNA M2 2 (R E A %s
X > AR AL BRMST B4, 1@ i A i 45 &
7~ BRMST IR (1) AN [R] B 422 R 75 i g A K Je it 72
W AR AR F .

I AT TARRE— D4R, A0 T4 k%
JLJE 1] BRMST FE R P= W A5 I 96 A2 O e v R 4 21
FiEEAL AT )2 5. Frolova 25 P R I K 4
T bk B 4 e A% () LR S 38, BRMIST TEZN A%
WIEAREKTFRE ST IR ERAHL, (A4
Ji PN R KT U S BB R B# . Slipicevie 25 P
TE R ZRREARMRIEM SR, mAKFH
45 BRMS1 25 5 T0 4795 28 2 [AFAE IEAR G,
M m K40 i BRMST BB 5 EE KRR
[ A77E A DG AN anitk, 40 AE ) (¥ BRMST 7K
5N R A AKT KFAEAE A G, 1T 40 P i
[¥] BRMS1 7KF- 55 B 2008 {7 28 hric 73 T FABPT f£1E
IERIOE B, X s R BR LN, BRMST B[R (1) 4
YA AT e S ARG R A BEA EEBR. 45
b, TR NORE A0 RN 4 T 1 2 08 B 4 T O BRMST K
KA 2= D Re it 78, AR 2 Wb id I IF R
AL EEFEE,

2.2 BRMSIERABRILIFE
221 Geth BRI

WIHT R, LR A T TR 4 i 5 e
PRIAR, T AE 40%~65% (1) LR & 3 ] Il Je o
& 11q £ . BRMSI BRI T 11q13.1~q13.2, it
11q13 X QL 3G 5l sk R #2520 BRMSI (1)
Fik, BEMTEE BRMSI (bR R E R B
222 RUWAKFHIEE

BRMSI R: KI8T EA A CpG 5, 43
J& CGl (-3,477—--2,214) 1 CG2 (-531—-+608)*,
Nagji %5 P4 % IUE /N0 A il £ 38 100 o 400 o
BRMS1 1) CG2 AHX T4 55 1E 5 4 23 Hh 3y FH AL
M CG1 M H KA R 2R, H BRMSI j533)T
AR 5 B R MR AR XK.
Ak, BRMSI J& 81 H AL KT8 5 A /N2 i il e

BERBWMA R, 20N BE T e
BRMSI JE5hT AL IFE R P2 BT dE N0 B fiti
i, U REAR RN AR SRR T
BRMSI J&3 311 [ 5% B R4k P27 IR TR o o i
BRMSI WA B8 ANE], $278 CpG Iy iy Y A
WHA AR 5k,
223 EHABKTRYIET

BRMST FER ) mRNA 7K-FFl i H KA B
HERIICH 1, i R 2 T REJE R BRMST & [
faE iR ENL . 2 %0 BRMST & A 8 e 152
FVZ FIEFL M Cul3-SPOP #1773 1~ 15 Hsp90 (heat
shock protein 90) fJ 5. BRMSI1 #& H 7] il i 4% 3k
HE SPOP 5 Culd &5 &, Bl J5 4z £k, @&
AR 3 A2 K AR B s T 43 1 FE A8 Hsp90 A 48 5E
BRMS1, ¥k (B AR 1R 22,

3 BRMSIHIIfgE

BRMSI J&F IR 6 R 40 il K, AN 5w iR A7
i 984 (107 25 K AEL 0 1) iR 5 B . 2000 4F,  Seraj 2 P
¥ BRMSI (1] cDNA T N#F2 1) MDA-MB-435 4
PR, T L 1 S R TR R U B 4 e RS TR 11
TR, ERRE M FLURR S A0 B i SR A AR Ko TS BRI
FLAERIN, BRMSI ERRZE . /N, &
WA B SR S5 AR R AR I 2 R R
P U UG R TS5 RAE R, BRMST 15K 5 41
it 1) B0 TR B 8 S A P O T P R L e
YU SE R S A F1 2R AR b IR 4l 1k
Azt . YR % B A T TR 1E
3.1 VRS 40 ARIE) A9 [E) BY 40 AR B PR 1

Saunders 25 % %} MDA-MB-435 4 ity [] {1 [7] 714
2 i 8] %% (gap junctional intercellular communication,
GJIC) #HAT& &MlsE, KIL BRMSI Rkl UL 2
EANRIE Y GIIC, FR#EREEA Cx43 IRE, T
WIEREE A Cx32 F k. BEJ5 Kapoor 4 PV Hf 57
RIL, BRMSI [1)32 1K ] 5200 [/ AL GIIC, {H X 5 2
GJIC JoHA S AE o el b8 20 e 1) [ 222 GIIC 5
T GIIC RS B iR 40 i i 7 HoA S AR A
Uk, W BRMST W] fig i ik Pk & 41 i 18] 1) =) 7
GIIC | frhBg e #%
32 HTHMEHEINZEREYEMNR

2N O B &L B A7, 3R 7. AEEEAT Young® A EAE
i 98 2 B 3k R R4 B . Wu %5 PP RD MCE-
wen 2 VR, BRMSI it 5 ¢ 3% (¥ L5968 20 L 11
BiPH A B, K Young® M MH BEIR A,
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RSN RRTE, RGN, HAREZPT, A
T 40 B T A RS
3.3 HESRZAAA T RYBURE

Z WU TAE Y $75 BRMST 3E R 2 51 45 ik
6 240 ot 9 T U P UK . Phadke 55 Y RS
FUMRHE R I, BRMSI [FRiA ] DU S e 8 T 8
Bim. Bel-2 [, 3455 20 BT R 5200 T B0 B
JEME, BRI RE AN A7 R . Hedley %5 )
RIN, ik BRMSI v] LLAEAR MR i 5L 40 i 7
TRAFBE S T A E T K, TR N PR
4 2 Jili 5 1.7 B AR A I R A7 R . Wa &5 1O R
FH R 55 AN LT LI 79 o ) O ) 385 5 P s 4
WO T, RILZEIE BRMST (P40 M X6k BT 12 ) 34 1)
fe 1t 535 N BE, 4B caspase WEPE R E IR &
BB R, BRMSI & [ Al T E
1 (Osteopontin, OPN) [5RiASE SR T, 28 1,
BRMS1 nJ 3 5m 4 f ot i 8. (R EABERINZ
T o U, BRI AL () A s 2, A
T U0 ) b IR 2 4%
3.4 IR ME T E

1L R 7524k 4 (chemokine receptor 4, CXCR4)
A I AR A R, L N R AR AR A
IL-6 [ 53 AT A2 338 ML 38 ) A2 Rl 7 P SR80 A 28 308
(IR 7E T AR & 8L, BRMSI 2 [l il i 5 NF-«B
(1) 3 S PE A 1] CXCR4 Je IL-6 (3L, M4
i 9RE I A T AR B, A R AU R L, BRMSI 5
— AN SRR B L R OPN W] DL i 0S8 I R
YA AN ) PI3K/AKT {55 38 B Lk i 5 i T Ak B

4 BRMSITHIEEFZHIEATHLE

H I BRMST iy % 72 U 15 L1 B AF 7 32 22
%% BRMS1-Sin3-HDAC & &)1 75 Y ta i % 5 /K F
DA K BRMS1 & 1175 NF-kB % 5 Kl 735 PR 1% 7
T EFF (B ). k4, BRMSI & [ i 55 i 1% UL
wR. EARMEME. BARSh AR RS
BR.
41 5SmSin3-HDACHE{ER

2004 4, Meehan %5 ) Fi| F BERE XU A Hi R,
DL BRMSI Rk i MM, DLAMILE. fh
FURT F1 BR ) cDNA K& SCE N EW & A, ik
BRMSI P EAEEH. &R ER, f£IEH ANHLH,
BRMS1 1] LLFI AL 94 fEEBE 41 i 983 45 & & (1 (RBP1).
mSds3 2% mSin3a-HDAC1 AW HAE. JE4EH)
W7 TAE JLT- 4Bk B T H B0 BRMS1 R IAUTER 1 ik

Jo 2 M AT R FE DRI 9, 4 SRIE B LE 2 i o
AR ik 1) BRMS1 A LUl i 2 5 mSin3a-HDACI
AR R R e U R S KT, AT 5 1 5
SR ERS AR G BE AL ), BRMSI i3 Sin3-HDAC
HEMRET R H@HE OPN, uPA. EGFR. PLAU,
PI4P5KI1A. FABP7. Cx43. Cx32 %5, Sin3-HDAC
FIIF] ARID4A (AT-rich interactive domain 4A) 1 SUDS3
(suppressor of defective silencing 3) &5 #4135 BRMSI
FIEARR P9, (H4G#/2, BRMS] 5 Sin3-HDAC
HEDN EAEHA R B EIE-H L &K, o
AEJE R 2 BRMS1 i Af i ok o B AR 85 R HEE AT,
87 Sin3-HDAC Jir /3 1 4 5 Jig =5 58 1 H 9 A 2
BRMS1 Jif 87 %% % 40 i 48 F Bir & 75 19 ™90 IR Uk,
BRMSI1 5 RBP1-Sin3-HDAC & & ¥ (1 I fg Bk & it
B — BT

BRMS1 if Al it HDAC & & 14 8] #2215 5 s
FHOC miRNA [, i3k s 4% 1) miRNA,
1 miR-10b. miR-373 1 miR-520c &1/ 1k, &k
0 R #4545 1Y) miRNA, W1 miR-146a. miR-146b.
miR-335 “5 (f) F ik, X % miRNA 3 — 2 0] il i i
2 FUAh PR 5 B R SR S IR sl BRI 6 8% 00 gl
BRMSI1 7] ] miR-146a ¥13%15, 1l miR146a X 7]
DASM ) IL-8. IL-6. 37 4 @ A 1 i 55 3 B AH O
DRIRRIE T4 R g e A it 7 B
42 5NF-«BiESEERXAR

BRMSI1 & [ 5 NF-«B i % 17 £ % V) Bt &R
BRMS1 7] LUl NF-xB [ 35 Ak S 5635 14 A1 TNF 15
ST, T IH] NF-B i 55 5 A 5%
FEERRIE, AR R T T3 R g A 5
[Rl. H A& BRMST w] DU a0 R LA AL i R 40
il NF-xB i) 3% 1. (1) E Jy HDAC1 2 # HDAC3
(3L PHIE Y. BRMSI %4 HDAC 454 NF-«B, 3]
ii2 NF-xB ] RelA/p65 W 3 [ K310 2z Z. Bk fb, B&
ik RelA/p65 5 BB L K 5 2l 1 1) 45 & e 71, #0i
NF-«B [ sz 2B0E 5 s id v, F S8 2 K] OPN,
uPA. CXCR4 %5 () 335 P4 (2) #0#i) IkBa )
R4t BRMSI A]RE S 4] IKK o &6 4 95 14
S5 IkBo 1 12 1k 7K 7 R0 B8 g K S 9 R B, BHE IR
RelA/p65 INHZ, 0] NF-kB {54 s i o B
(3) BRMSI 1] E3 JE 4 i . NF-xB [ 5% 3 3k
% 4> CBP/P300 A] fi g ¢, RelA/p65 (1) K310, JF
$& %1 RelA/p65 1 J= B AF H . BRMSI ] CXD
JP A A E3 S PR, TT 5] CBP/P300 1 £
Rz &k, /5 CBP/P300 3k N & (B K& R TR,
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(1) BRMS148 A 285 T8 1TNF-« B oG e RS NREIE R, TS S5 IR ER Y. a: BRMSTR @S IKK o
(35 P, T B AR IkB oK B R AL AN 4 A K T, FEIRelA/pOS AN BEAKE, 2% Bl EENF-k B LG VE T 4. b: BRMSIHi#
i B 3 42 W 1 R ARENF - B A 5 S S 0% 77Ip300, AT PEIENF-kBI¥)3% . c: BRMS1H4EHDACSNF-«xBH{E, 5l
NF-kBI{JRelA/p6S T3 MUK 3102 Z WAL, F{EReIA/p6S 5 MBI R 3 FHO 4 A fie 11, HHINF-aBIO R A B #605 1 d:
BRMS 1 5 5 NF-B [ b Sl i e (4 B AIINGA 9 5 . (2) BRMST 5 mSin3 HDACTY S 4 1 B35 8 15 418814 1) Z
KT AR R R () S P . (3) BRMST %435 /K 72 BINF-«BFIDNA HUEE 2 | (DNMT-1) ¥ %5, BRMS1
[ % 3 52 EHsp90 A SPOP-Cul3 (1 1 45
El1 BRMSHESHSRE ER

B &AM E] NF-«B fyE v P, (4) 875 NF«B ) 1
£ 1 ING4. BRMSI1 1] 75 3 40 i & A 6 715 25
ING4 [f132 15, T ING4 7] 5 NF-«xB B £ HAEH
Feama e e eI . (5) BRMST Al
5 Hsp27 J¥ R A 7 45 5] I 75 NF-«B 35 . 14
WSEEG K I, BRMSI1 Al Hsp27 4B 7] 41l NF-kB ]
WM. UEAh, Hsp27 th Al TNFo F1 IKK /131

NF-«B % PE, K #EN BRMS1 A] fg F1 Hsp27 T %
HE RN NF-«B 35 PE, AT A€ 3 I T3 KR
kRS SE R (R aA B

NF-kB RJ DU 53 1 15 22 o JpfJed A OC B I DR 1) 2
i, BRMS1 AJ @ i #i| NF-«B 1 5 [ 8 4% 75 25 Fk
SRR Z M RAT N SR, 5 BRMST &4
3 I FH O 1) HL 32 NF-cB i 428 1) 5 gt 0 6 DR 0, 4%
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OPN. uPA. CXCR4. IL-6 %%, (1) OPN At
BN, gn b ERRE 8 9 OPN. W% N JE T OPN W]
DA 3 4 BRMST A 5 (19 [ 988 48 A (1) 32 i A i
B, fE4UH/K T, OPN & (] LAZERIE T 1k Fo %t
YRR, TR R A R A KR AR AR A T,
OPN 0 ] e ik 0% N B 4B 1Y) PIBK/AKT v M5 =
MR A, Ah, TR . 8.
AR A A 5T, AT R 20 L FrR I T A e B B
OPN )52 R ELFEHE A & aBsy 0B aBs, EAITH
Kkt E MR EBAEER R, FFFEZ 3 BRMSI
(Fif 4% P2, 2) wPA R —FI L AR E A, &5
S A 5 o P L, RECIG T P Y AT A R
AR A TG, PR A i &0 355 5 8 1 R A G
diEEA. REEA. BEhEEAO, DULEEEE
HR 4R E AR, R . 3)
CXCR4 AL 1524k, 24 CXCR4 540 2 1H 52
e & E, RN G CXCRA B 5 A6 1 1t
AT 5E AT # . 2 5 40 J R 5 1 (stromal cell-derived
factor-1, SDF-1) 7] 5 CXCR4 454, J& T 40 Mo )
I8 K F. SDF-1/CXCR4 12 53 % 2 5 s 1t =)
BRIRIE . R LR RS A AR S 1 EE BT, (4)
IL-6 &2 —Fh gl R 1, 25 34 544 P f 08 F0 3 At
YRR T 1) 53 W, 2 5 s A8 R v i A
%ﬁ/_:ii [36,54]O

5T — TR 4T E7x, BRMS1 i NF-kB i %
2 [BAFEAE LR T, B NF-«B g 4% 8 5 BRMSI
(R R 235 o Liu 25 B K I AE R SR 6 7 (TNF-0)
IR, RelA/p65 W51 LA 55 DNA HE
1 (DNMT-1) 454 31 BRMSI 3K A 801 X, i
S BRMS1 Ja ¥ H 364K, ) BRMST ()5 Rik .
43 FTBMERANER(E S @

Tt TR UL R Tl T T UL e A2 4 L Ay 4605 R R 1Y) o
WA 7. DeWald 25 B9 % 1, BRMSI R ik w]
TR VR T R LEE 4,5- —#%2 (phosphtidyli-
nositol(4,5)-bisphosphate, PIP2) 7K, 3 iy $01 fill il i
VUBEAE S ad %, AT BRI R K A KA F (epidermal
growth factor, EGF) Rl /M A7 AE AE K K (platelet-
derived growth factor, PDGF) if5 5 [ 41 i P9 85 55 111
PRI o EH T 200 A PR U 2 5 5 1t m g b s 2
MR AN EE RS, Kk, BRMSI nlgE@E N R
U4 5 308 B 17 2 e 200 P PRI T RN B £

WAk, BRMST 34 W] D)2 =75 B 19 UL e 36 it
2 A KR F 524K (epidermal growth factor receptor,
EGFR) 5Lk 45 & 5, 8 i B0 40 i A 1 PI3KY/

AKT 15 5428 15 400 P PIP2 )7k F s Vaidya %5 ©7
W8k I BRMSIT 3350 LR EGFR B3Rk, M
M52 28 i Y PIP2 7K1, #0685 sh, 520 e
¥ F%. Hurst 25 " [0 50 %7k, BRMSI & [ (1
SRR IE P miR146a 1 miR146b 7] UL it 4141
EGFR ()21 8] $2 18 1% Bl 2 JU L 1o 4% o
44 BRMSIHMEMEEEH

BRMS| 1] 5 4 i 1 8 3% 2 2 19 (SNX6) A 1L
YEFE, M 3% BRMST [R50 14 B SNX6
A LA TGF-B & EGF {5 518, = 541 i
ZARIZ . SNX6 5 BRMS1 7 4 fil 5 1 41 ff A%
WER T LR A EAEAR BAR A, EAY/ENIE HDACI
AR, TS T BRMST ) 7 5L A 0 5%
s PV, {H A&, SNX6 & 75 & BRMSI-HDAC &4 1A
BT R G, B A B TS BRMIS T s 410 i) 3 1
MHAESE A, X8 ) G 72— D R .

Hurst 25 7 F1] F B 55 00 2% A8 R4 32 5 AN 2 M 47
Affik 7 BRMST A — L BAERH, BT
£48 MRJ,Hsp90. Hsp70, ¥ 3% [A-T- CCG1 (TAFII250),
HDAC & &1441 4> BAF57. HDAC6 %45,
4.5 BRMSIHHEfRIZEXER

I 70 3 R R TR0 i 5 e 0 A 2R O
% oK & 5 BRMSI K 3R IA fF £ AH G H .
Champine 2 ™ 5@ 5 85 F 0 M & B4 MDA-MB-435
YT B F ik BRMST J5, 5EAFRITE. &%
FENL (E5HF mU/RIEREE MR T REA LKk
[ 2 ik & 2 0038, Rivera 25 ) F| ] 2D-DIGE-
MS (two-dimensional difference gel electrophoresis/
mass spectrometry) £ R 43 #1 & B, BRMSI 5 & 42
EHLYE A 1 (cofilinl, COF1) f#ERE L. 14-3-3
EE. BIEE A %K (bone morphogenetic protein
receptor, BMPR) A4 21 25 (1 D (cathepsin D, CATD)
IRk 5. fEd %5 BRMSI 4ifit, COFI ()
BRI K ETE, 14-3-3-p AL T, F- Lsh
EAMAEM R Fif. BMPR 2B 2251 /
J1 R e TGF-B 5% i i, BRMSIT W] g 18
115 BMP i 4% 520 40 ot A2 K R 115 5 B R
1M CATD 1@ i 2 Fi& 12 4 i3 e g B 5 . 12 3 Al
¥, 1E BRMSI WRIiEHNFE+ CATD # & 2 #1
l_»_EIJ [61-62]o

Cicek %5 ) Fi| i| LC-tandem MS A1 MALDI-TOF
AR R IEREE A 1. of kB A% S BRMSI
BRI RAMG HEEN 1 S 594K
UM RORE RN B S R R S A
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W e . of SRR R A 3 PR ] AR LR A D iR
HAH R P, A, Rivera &5 38 K IR EE &
2 fEREE T 5 5 BRMST 2.

5 BRMSIERFIAFEMETEFHER

BRMS1 FE R 1E 22 Fofr 36 Jir 88w 110 2 38 00 61 300
FAETR BRMST B A K R 7 % brid (19 0] ge 1k,
Z WU 58 TAEVEAH 0 M 18 R Rk /K1 5 FLIIR
i ORI SR . /N0 AR A AR R TS
TCR A7 1 B SR AE TS 2 0 T0 T I A G 1.
Zhang % P %t 161 ANFUIRE B Y120 FUIR A
A413E4T RT-PCR 4341, K ILEAG 5K BRMSI mRNA
KPR FU MR S TS 2 2 AR T BRMST AR K
Tk M), BRMSI 1] mRNA FiK 7KV 1] fg s —
ANJST 1) LRI TS R T Hicks 25 ) xf 238 M3
Jiges £ ) FLIRZH S AT L AU v A e s H 24k 2
T, R IAEMERLZ 524K (estrogen receptor, ER) B 14
PR i, HER2 i & RIA M FLIMELNHH, BRMSI
HERIE R R EH P TORATIE R

Li 2 B9 SR F A 48 R B o 28 4 24k 2
ARAF 41 AN FEH O ERRE. 90 NRA B R . 47 N
P 1t BE BB R AT T, R IAE M I ) R BE R
JAM LR R A E T, HA RS BRMS] &
HRIEKF B K 5 ARG R R E & TIRRIEN
. Cui 25 M"Y X B 40 i 3k T BRMST 28 [ B
5N, R I BRMSI 2 (3R IE /K iz i & 55 7%
TR R B TE R M M TS R 7, H BRMSI
FER AR IAREIN 5 TNM 431 (tumor node metastasis
stage) B R DA SE G- ) - S MR P T

Smith 2 V56 AR /N 41 g il 5 R 2 0 B e 41
21 ) BRMSI 1) mRNA A& (1 /K SFRE I, & B
BRMS1 & [ 38 /K-35 5 E /)N 41 B Jifi e 28 1) A
i E A K. 2014 4E, Balgkouranidou 2 A& I 1
57 AN/ INAH B it 2H 23 ] A3 () 55 T 2H 2L, 74
BN At e S5 R RN (%) 2H 2R o b e
DNA (cell-free DNA, cfDNA) Az 48 3/ fifi Ji 26 23 )i JiE
I ¢fDNA ] BRMSI J& 31 [ H B4 KT, FEget
53 HT BRMSI J3 3 F B AL K S RS P 1) R &,
5 RAE i s 4 25 i cfDNA ) BRMS1 J5 )1 W
B K e N i R A T B R BUE(E R

B2, WA —RIEAHIMER 7T TRy BRMSI
SR FRIE KT 5HFEAE IS5 . W Lombardi 25
b 47 11 J5 R M LR 1 47 AR, 14 NE e
HHZ Ko 15 A6 75 14 9 2H 23 1) BRMST 1] mRNA 7K

SE#EAT RT-PCR 4+ §7, % B BRMSI [¥] mRNA ik
K AN e Ath s 74 174 L A T3 DR 2 1) e A
Kk, B EA BRMSI 5 358 K- 1) o A7 T
W S T o i R I S A 7 B 22 S SR IR A e S
FEARPIEE T 2= RA K, (AT a2 T BRMSI
R B A M mRNA RIE K Z MG ZE T, 5
o AR 0 4B T I BRMST (11335 Thie &L
WHAE. Mk, BRMSI HER M FR X KFHELH
Mg S TS TRAATERE. BEAEEAE R, [/
SEIXFPAHRAEAEA FFEAR T R AR . K BRMSI
5 L Ath Jie 8 9 f R - AH LR 78 BRVE AT DL R G b T
JHRE BB IS R . AENG I RIS, AN R AT AR
WL H i —PIRAN .

6 BERRE

BRMSI W50 i 487~ BRMSI 25 7 g %
BAHRGI Z 0T, FEMOR R #% PR 4l 1 3R
B A . {22 BRMST St J68 3 7% #0011 4=
38 12 AN T WL 8 A A7 B IR N R0 4 T 1 F
WA T 40 B N R (547 B 1) BRMST 1) 22 35 3% A8 4 A
o], R kA K L2, BRMSI & A {41
JoT R A A% N AR T S LS 7 = — P A
Ak, AR HT R LK) BRMST [ E3 & B2 1
JE p300 HFE VR, b2 v] DAE A 1 A iR 4% 7
HREH, X— W 8 AE S — Do 7RI
e, 1 BRMST [ 3% K0 7% H AL ik w] LA
PR AP 4% o S P Rd F T SR, ] R B BRMST
FIE G AT AT e R ML g dE A7 0 12 W A
e 75 W ok Pk 52 9 40 i 9 BRMST I R IA. Tk
BRMSI ] CC1 ik 4k 5tk BRMS1-HDAC & & k3%
P 7 2B AT e R M IR (96T 2%
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