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SLIRAE R 5 5 FF IR R S A ST R
iLF 2k I TR

SURMEZ L P A RS OB IPRE , 5 o HEERE IR 15% . SLIRA
G T AR L I AR L IR NI R K T 557
P SRR SR B DR 55 A5 0, I I R A 4 S WA A
flo KRS G, PR B IR TR U R Iy S
B Y (L TUR (5 5 AT B LB XY B R G
T LA A TR 02 102 7 0

1 ES5EESERERENEF 3(signal transducer
and activator of transcription 3,STAT3)

STAT3 &2 — KM AR A 5 &M, 1 750 ~ 850 2 312 4 i,
X4 F i & 484 000 ~ 113 000, STAT3 J27E 1994 4EAF K 1L-6 ( (1 204
£-6) (55 Lih i 2t R v N F o aifb iy . STAT3 J iz Fik T AR ZE A
HI A A 2L S #Y STAT3 (p-STAT3) o] FiEPLH T- 5N BelxL )21k,
WA 20 T 0 STAT3 75 FL R 40 i bk © BIESeRE B 1L-6 3546, 3F:
REWE HER-2 S, A /N BRFLIRIE 10 & AR . 1Ak, STAT3 i 4 IE 52 RE o
RMEES, LI 4 K. Cheng 257 B, 76 14 FLI I 40 i bk
PR STAT3 & H A R, 1T RAVS /D9 40 MRk 1) SR 45 8% 8l - R AR 28 RE T 6
BUEANA K B e A L e STATS I i vk BE M H: — AR Rk 38 5 , #2718 STAT3 #%
SERES T H AR A B s B TE MR A K IR T R i E R Rk
FERIVER, $& 7 STAT3 78 ZL g 758 1 g 336 DR A vp e 5 JE 70 S 2 19 PR
Ishii 25 AUBIFTE FBA , TGI8 R A8 S A i, STAT3 #5 al 38 1o 40 ik J1 39 2 14
D1 1l g AR A (B S5 253697 W0 o] 38 5 3% STAT3, JH BR STAT3 1)
il SO, 38 cyelin D1 i ek e i FLAR R Al B A= 4, TS A J8 8 XAt 5
55 (TAM) i 24

STAT3 45 fh) 3 Rt i ) & A R TE LI M A B s Ak R T2 L 40
e KGR EEEENEA . HiL, HWrs T8 STAT3 (557 ikt
AT A —ANER1T, BELBT 2 M P e Ak, 5 Al 08 T, tooks 25 3L e 42 A R
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WA TR RTINS A , O 7L g ik DR 18] 36 7 AR BRI 5 1), A
FUBE I PR R Bt T — B it 7E¥E 07, A Bl TAM 7 250G 33
bR

2 INEEEE-2( Cyclooxygenase type-2,COX-2)

COX-2 N FRAIFI R R L E ALY & B, 2R R &l B — - EH 2
A B 1, T DL AR A DO R A Gt B A AT P R 22 7 4, AT ZE AL A4 1) A= 2R
R AR T R IEAE . E TR IESS , 40 M b & A IR COX B 4wtk ,
Bl COX-1 11 COX-2, AZK COX-2 HH BN T YLt 1g25.2 ~25.3, 4 K:#)8.3 kb,
Hi 10 4S50 FF19 AN 14 2 F A4 1, AH X 43 F 5 & g 72 000 ~ 74 000, COX-2
T RN, RPN LA RR LSRR (N R A T
PR T MR AR BRI R A S Bk, H 5 R & A 6,
V22 I Rs FUEE BTG AR COX-2 ik /K1, COX-2 3= BEAE P i ) FlAZ
2k , 78 Mg o B IS 45 T AN 4S9 sk i VE ' . Boland 2517 F 4
PEH B2 e B ) vk AR 60 141 1 FLIR A 21 (187 5] 245 N9 (65 15112 11
PEFLIIE R COX-2 BHE K A 0 , 2 BRI T i 2L s 0 A PR B PR 4
AR 63% F167% , —F 2T TG0 I B 5 FIEE FLURA L H
K 23% , HE—L0 kI, FENImAHLH COX-2 FHM: 23K 55 41 i 43 5 15 %X
(Ki-67) %% ER Btk HER-2 B2 IEAH X, Visscher 251 [A] i 1967 ~
1991 4 235 il 2L T8 1 2 A BT AR JB 3 1) A B A A, 6 HiE 4T COX-2
AL, BEVT R AL 1] 15 48, R B 41 ] (17% ) F 2 & i Jy iR i , COX-2
i F kA5 & LR A FE R R 5. 66 (95% C1=2.59 ~10.75) , COX-
2 [Pk 55 Pk 5 UM AR X R 3.56(95% CI=1.94 ~5.97) 4%
COX-2 Wik 5 A J o 2L g XU AH 5, ] BB J& fb 2 T By 1) 38T #E 55 . Nassar
S P 4R 7 T TE 43 BIFLIRE IO 4UE R LRI COX2 iRk, &
P COX-2 B3k 5 Mg i R/ INFIZH S22 R ¢, 5 ER Y2635 FI S To ke
e, Oliveira 25 R & B COX-2 5 7 AL BE 7 7L I 115 S R R AR LR
R R EEER, s COX-2 )2 348 NI SR B 48 b5 2 — , T EK
A HA bR H Tk

1 BTTA A Bl A I P A SR e g ) A 3 3 56 R s ), COX-2 s 1t
X I8 B -5 e 19 & Ak T 2 AR O, DAL itk ] & B AR COX-2 411
TR By 36 I 2o 25 5 M pb o r T R i 2 —o ARSI RR IR 2
(NSAIDs) % COX A HHI/ER , AR 222734 1 i o< i3 NSAIDs 55 e By 76 1)
KR SR NSAIDs By m]UCAHR M5 WSt EFARER SR M ] COX-2 &2t
T E Y (BRI COX-1 A #pifi /8 T, PR AN A] sk 50 1 > A= 15 il 1 B e
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rEE HAED R N O RO 2 IR 28T NSAIDs S L B 82 M Ai7 9 22 1
VR, 1 & i v K e vk COX-2 il 70) ] i A Sk P98 (09697 FF
TR R A, O LRR A S TS AR ) i o B AT Y SR

3 #ApafEHERA D1 (Cyclin D1)
Cyclin D1 %5 295 & FER , f1 Qe (A 11q13 F iy CCND1 JE R 4 b, AH X

Sr TR 36 000, ZHMUEIASY 9 G, .S G, F M BB, i 3 Bl PR T-HEAT RS 2%
PR o BT B R AR PR s ( CDKs ) | JE 3 2 ( Cyclins ) 18] AR
R B ) B F- (CKTs ) , Horp CDKs &b T 9845 vt i, CKIs & 35 97 4 5
YEA, Cyclin D1 AYEFF Gl AR AN B IS B, o] 5 2 #0885 A B AE AR i
ZRMHEA S B, B ETEVER . ABFIE R CyclinD1 (43 3234 5 g 1 25 43
A S S 45 R, Cyclin DI 3o 38 3k W] S 30 36 R B & A= 3L g
S8, Ui Cyclin DI L 2 BRI b R 40 PE A8 it JE L Guo 250
X 18 {5 3 L g A 80 4] g 193 L Mo FH #8414k . Southern blot #1 RT-PCR
J7 (T Cyclin D1 (A4, & 3 Cyclin D1 7EFLIR 45 b Fz 48 A A i
TS LR N3k TEIR N A 52% (51/98) 263k, Cyclin DI iKY 5 4F
HEAE R B T RHTERIAR R 32718 Cyclin D1 FHPEZA 51U U e, BF
FERFE R S B4R Cyclin DI mRNA F1ER [ 5 11 263543 ) 2
40.8% F152.5% ,{H Cyclin D1 LR P4 R AE18. 4% B9 il Hb WL 2], $8 7~ i 5k
R 38 SMAAEAE HABBLH 5 CyclinD1 2 kA 5%, Ahnstrom 251 %}
230 f4i] ER F1 ErbB-2 53¢k i FHPEFL AR B & JE4T S8 204k Cyclin D1 #6301,
I Cyclin D1 23555 B | v B 1 ek BH P 491285043 1) 69 491 (29. 8% ) 107
(46.5% ) {51 F1 54 151 (23.7% ) , v B B (4 58 2 T5U 1 583 B2 AR B e s 3
i, $27% Cyclin D1 W] XS T = 3 AR HT I 58 3 & — MR TS BOFRICH
Wi, 1T Cyclin D1 #05) STAT3 435k , Bl 44K ( Bortezomib ) 7] L)
WK Cyelin DI B2 ST A9 VE T, 4275 Cyclin D1 AR T E iy T 8425 /K
SIRTF IR 2 1 — MR . Huang 2817 R I, 7ESL RS MCF-7 4
Rk e e B Y o R 5 TR RN B RS 51 R F PPARy A5, 4] Cyelin D1 3
GE, AR A 4 A KRR SR AN & AR VR T, LR 5 PPARy T 40 i
JEMARTRR A 6. I, Cyelin D1 ARALZE MR & ALK B BIF 9 o B FEE 75
S, H. Cyelin D1 SR FT (8 ) & H 78 Ms 9 AR 903697 I8 A — & B 5o
Cyclin D1 3k /K FFH AL STAT3 7K - J2Ath 55 594 7 L g 00 R 7 8 ) 79
MAEFR , 7] PR E TR A S (5

4 FRELEKEFZE( epidermal growth factor receptor, EGFR)
EGFR J2d5c i I 8 52 14 1% 0B £ 11 Bl ( RTK) |, 9y 44 O C-erbB1
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EGFR FEHEN T ARE L5 RE MR, EGFR HEHRMFREA KN 2K,
TA 1186 NI S H , AHX 3+ B & 170 000, EGFR HA B2 BRI
BT , 2 — P 5 5 0 A 1) 0 8 TR JRAte , 43 R A I A X L 5 X 44 i A X
=AY . EGFR Sk 5 R %), HAT & B, EGFR £/ 15 33% ~50%
I NS B g AH OC , FE 1T 22 g 4 it v sy Le il Rk, FLrp e L B b Rk R
Ik 82% ~90% ' EGFR R 223 HLA 10 A 0 T A0 A 2 i Jgg Py 100 A% 34 2 110
VER, ©REMS AL BE R 2 A BERS RN 281 ) XAl fEJe 1 T EGFR 53 ¢
KR (EGF) RRICARES & )5 , 76 40 i 0 3 st i w3 BV 5 o — O i
Al EGFR v s 5 3 s JE A WA [P A ¢, Ak, BL EGFR A 3B 45 1Y)
o2 RIG R E R & B 7 HATEE A EGFR N¥E 54 7 iR 1%
FEA S B (1) X% EGFR 4l g 70 X FB 43 1R L g BT AAS, anpg 24, nl fH
Wik N o= 4 ) EGF 5 EGFR 254, W BHIT EGF {12 e A 4 4 A , [R] Hst
A (2 g8 40 L R T AR R 5 (2) B 6F EGFR 8 X 1) /1N 43 S it 156 4 o
550, a5 B e &5, BEA ] EGFR JC ki M , 4 H 2R 3% 4 5 (3) I H RNAI
YERPLEE, R R fif EGFR; (4) BEiR %) EGFR mY 4 g5 2 4 Mg R 7 X 5~
BT T4, SRR ME R FE B & EGFR R 40 ; (5) T4l EGF s , ALk
FEAEYT EGF HTik /AN EGF & &, N FEAI EGFR #30E L3, Hil,
Massarweh 25 il b # 57 ER BHMESUARSSE A Y B 51 (MCF-7 SRR A ) %
I, W L ASEER I E ) EGFR Fl HER-2, 255k TAM V897 |5 3% 4% BEXa
M B TAM i 25 isf ) 2 35 38 hn . {H 75 JE ¢ JE ( Gefitinib ) 3@ 1 417 #] EGFR/
HER-2 T i#fY) p42/44 F0 p38 2 il 73 24 2 17 A0 25 11 D0 04 1l 2 A 7T T el 55
TAM J720, HIES M 25 1) & e o BFSS 3, X e dl 3F A ik EGFR/HER-2 11y
ER FHPEZLBVEBIE Y, Al 2% & HER-2 fipfil 55 TAM BC& w007k, Bk, XF
EGFR #8 [w] 25 W53 5 52 35 B Bl PRAE 93 1) B2 45, BE Z2 1) EGFR # ] 25 ) 100
B AT B o

5 ~y-ZRfizZEBEA(y-synuclein, SNCG)
SNCG X R FLI e b e 2L K] 1 (breast cancer specific gene 1,BCSG 1) , |

Ji Fl Lavedan 25 V&30 SNCG v F AL fa ik 10g23.2 ~ ¢23.3, K44 510 kb,
TSN BETFMAANNE T SMEF 1 BT CpG 5, HHREMARES
SNCG SUmEHLE B AH . AP S2E6 Fe W17 SNCG 12 2 3 il 2L 1 9o 21
MU LE SNCG [ i) 2L i A A 2 K G BR, F HLG  (IR IR AR #8011, H
I A B2, SNCG BARTEIE B LR 3 R 2L A2 Th LA 335 (B 7E
Jigeg 2 A A R I S R SRR T A I R A TR T v L b B SRR, FE
SR JE FIE A% L SEBRVE T L Guo 257 JH S e 41 AL A 438 {51 L I g A
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A, RIL SNCG [R5 M 00 B R EL 4556 % Isd () K/ HER-2 (13-
SHISE (Y ER (PR ek oA M. MR FLIRIE SNCG Rk &N 71.4% ,
1M /10 1L BRIRR R 23R R0 26. 8% , LR R A ek AN 5.2% , h % 1
WILIRA LN TCFE K, Wa 25 DO T 93 )il PRFL IR 21 4UREAS H SNCG By
221K, R SNCG Fak [HMA: 3 4FFI1 S - T0 A A7 ( DFS) 43514 78% #144%
5% SNCG FEikFAMEH 3 4F DFS(94% ) 15 4EDFS (94% ) B 15 F&AI% , #2775 SNCG
Al RE B R IRIE WG A B384, 10 H 2 FLIRIEI6TT B RS0 55 . Bt i) 3
BR[ 31 ] #cifi ,SNCG 1E A synucleins ZEJ5 Y, 01 2 — , AN 5 i 28 T0 959 & i AL
il 2 B A 5%, T L7 A Jes 458k T e X B g 1Y) & g ML ) A g Bh A YT B
B e AT AT 25 W Tt 25 L] -5 PR SE B I e &, SNCG fE N
Z 5 BHNREH ER-o E5Y, iTREE LM ER-a fH80 T2 AW I %
SRR I AR T T UM RS AN I 24 . LT RE AN R N AT S E AR E— P RA

(cspim] FURME: WP o TR
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