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= B4 FL IR 9 (triple-negative breast cancer, TNBC) & 1§
E 3% 2% 7 /K (estrogen receptor, ER) \Z2 I & %
receptor, PR) DA &t A28 3 {2 4 K I F % & 2 (human epidermal
growth factor receptor 2, HER-2) ¥ Ky B A9 FL IR Ji . TNBC
SRR R 2RI L 5 I A FE S TR 22 X 4R IR T
B AT RO A, BRI G A W R AR I R R AR M2
Wik I7 BRI £ . AR SO TNBC R BF 5T F R AE — 253k .
1 EYEHHE

Perou 553l i cDNA {3 51 £ A 43 Br 7L A o B () 36 3k ¢
TE B LRI 438 5 WAL, 248 A B (luminal A) 245 B Al
(luminal B) , HER-2 i J&# % ik I (HER-2 overexpression) . &
JEE A B (basal-like, BLBC) FllIE # % (normal-like) . BLBC & B
HAY S e AL FE B7 2 Nielsen 4542 Y : ER\ PR I HER-2 =
F Y BAE 40 i /A 3 A (cytokeratin, CK56) #1136 7 A= K K F %
& (epidermal growth factor receptor, EGFR 8 HER1) —# 1§

& (progesterone
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PR BAPEFI HER-2 BAPE B 2L B 98 A7 5 9 /8 L il BLBC #9977
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G812 A 1~ 81, 43 Wi e, Trivers %5 4301 1 476 HIFLAR
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SRR AR N T 40 9 3 . X BRCAL #il BRCAZ 3
oy TR FARTAE 78 6 BIRF h R X FA FHRE L
11%) . ZIWFFE A BB B SRR 2, (H A Lidereau %5 AU 58 11
SRR -, GZEEZA¥ENHRTLUEH, TNBC 5
BRCA £ K 945 i ZL AR o B A B8 KW A Gk, % 7 B R ALY
TNBC 7 %47 BRCAT Ay 3 PR A I , A 45 AR 26 HL A7 FL B 98 A
USRI R R R . ALl 2 A 4 & 1k DNA 45473 19 18
& 5 3 Bl BE D) B 18 B (base-excision repair, BER) 3 58 i, 1
BER [ 5% 1 £ 51 Ye 0 0k i R A8 8 B 5 8O X R 5 % |
PRAE#5 Rh S A0 B LR 9% 28 M 6145 BLBC R BRCAL HBA Y
FLARSE . BFSY %W BLBC Ml BRCAL 545 i1 FL A 96 40 Ml Bk
Z BER, [ 2y 3 il it B {20 i %) 2 3 CADP-# ) R & i
(PARP,DNA & % fiff () — Fi ) =l F 0. 330K i 7L IR 98 14 190
B TS WA KR 9T YA # . Toyama 55U~ [ 5 58 F W1 969
BB S T A 110(11. 3%) 1 f#% %5 TNBC, EGFR 3t
PR 2 B M T 21 %, 1 #E ER(—) , PR(+) , HER-2(—)
A R RN 2%, B TNBC % s 4 b $2R EG-
FR&E () 31% . iz W52 8 2 1 TNBC 5 g 3 il 8 (1
TP53 8 R B0 e 4 5 2 IR Ki67 Y 2k & EGFR &

BRCA1 -] i BN #8134 97 AU 45, H BRCATL #4252 TNBC

TEWT AT MBS e w BN, A frlE— R aR
2 I ER4FAE

Rakha 5% 1 944 3% i M 2L AR i 428 FH 41 8L B 9 2 R
KWIBEDT, Hoh 1 726 i) B 35 17 S s 414k & B TNBC 282
Bl 5 16. 8% . B 43 W45 W | T TR U A R M B R 3 2 L HR 2E
i Nottingham 4344 . 5 &2 & (TE AL F5 % TG N IS5 45 AF . Lin
S xF 116 B RS TNBC 284738 M1 & & Al R IG 97 3R (9
PEN A — B 5 SEBIAE0G 13,3 A B VIE W 56 5 /9 A 16
BIC1420)  TEFET- RIS WA W B 1 5 46 %0, 12 % 7% J5
FIFH AR A 4.9 A~ H . 2P E%E %F 305 #] TNBC &
F B I R AR BEAT AT ST W) . TNBC i B R R Be T
4k TNBC 3 (JER 1L 1. 39,95% Al {5 X [a] 1. 09~1. 78, P=
0.011) MHWIH A Jm B & % 22 5 L g1t = L, TNBC 4 i
IbEERS K A R 3w TR TNBC 41, DL 56 5% I 5% 7% 4 1)
T B MO 7% 0 R AR 5 R R g L. 34 TNBC
[E B B0 2 A0 LA RS 3£ . TNBC 41 & A il % 4% 1
H 58% .42 TNBC 41 4.5 fi5. Bk, TNBC i &b % £ 77 fig
B — 2 WA B e P X R R RS B R S T e S
FESUVEP
3 i )

H i, 2 W TNBC & Z ARG e 4l ik, A F5 K H MRI
5 TNBC i2Wr 5 % 4] % & , Uematsu 255- X 176 il 2 42
Wi TNBC 9 (8517 MRI Kt , Kl o T2 2488 il 2% LR/ O
R AL B MR (5 S S AR T1. T2 AR BT8R He k. WFoe % B
b MRT 40 W7 14 ik 988 20 21 2% 43 9 50 G54k SO o B B i 88
WAER A FELEam AL 2B T T2 AR R 15 5 5 i g b e IX A9 3R
BE, 2 5 AT Go vl 242 S0, T A8 20 W B A kL ) — BUtE LR S
PR 22 . HHILAT W, MRI 7Ei2 B/ i k9 TNBC 2 SR K 1
TEL W A LB R B TNBC BA HE Y il 24k,
4 & i
4.1 FARIAYT  TNBC WIARITFE N 43R YT LA B B Al Y HE e
TRITHIRCR R A, K& W5 7E T8 A R8I 7 7 58 B e
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WIEYT L 8, SR, T RIG 9T R — A R IR T R
Freedman 45-"- #8753 Bl £ 7L F AR5 sy 9 T1~T2 B 7L AR
FE BB 3 4. (DER 8 PR(+); (2)ER Fl PR(—), HER-
2(+); CTNBC, @it s HEERE 5 FERME LT R
1301328 A 5 B R HL A, T AR TNBC Jilif7 2L F AR J5 B 5
R E R AT A TN, PR 3 4 EF W 5 4R
JRERE R 25 T TG B 0T Ak B R AR 2 AR
(HROMHMEM B HE M HR HEN R EZHERBEAEIT %8
S HRC—) % 3 b 7 B e 45w . Solin 5 M- % 519 4] 7L 1
BEMEAREITRATAR IMEG T AREHYT K TNBC A 90
W (17%) , RGBT 3.9 45, 45 5 5% TNBC 53F TNBC 41
S TE L R AR IR S A A 3 O I T g e A R 2 S TR
THEER Y, Bk TNBC 4148 & )53 6% 38 % m 48 TNBC
H.HEAFEIT %25 . Rkl )W Solin 5 Freedman M 5 & —
AL FARALAE RN TNBC BEZAATAY. AR LA
T REAL I IRg J B &2 & M Ak i 7% L SR T i T TNBC K £ W8
MR FL IR R AR B R BT ARSI T HRA 5K
B HT B AR T 5 58 KR B RE )R T 0L SUR SR A A,
4.2 FEFABIT
4.2.1 GHERBOARYT TR B AT T ORIk B0 08 e R g
it A /N RN i i TR AL S 48 AT T R E . Liedt-
ke S0 X 1 118 B FLIR I BB 17 90 H Bh Ak y7 , 45 R R TN-
BC A L3k #5815 (9 58 40 BLLE fift 5, 1iif . TNBC B % — H.ik
B 58 42 o5 TR LR A, HC IO L5 A7 BT T B AT 358 3 58 2 |
S5 U A A7 2 W] A T3 TNBC, f I AT U0, 35 357 5 2009 37
B AST B A Y B . Wang 250 %t 153 5 3L IR 98 52 % (TN-
BC i 13,7 %) fof I 52 42 Tt R 809 25 245 W i B AR 9T 1 T 554
SRR —if 5. Chae I HFFT R W p53(+) Y TNBC B 5t
TR A Sl 04 P97 TS R A, A A AN . p53(—) i TNBC
BEBCRBAF PG, T DRSS p53 By R R AR E 2 EH
B 259 JE 4T 3 3 B AL JT . Dawood 2815t ik 1735 i B 4k
JT 4 100 1) B35 0 371 451 (9 N B H: b b e N R AT B 1, SF
YW 24.5 N H R BREBAETFR LB RETFRIES
9 HL2E fift 6 22 S B TCHE T2 7 3L, 1 DL T UL 4 Bl Ak 7 X RS )
PR RO A B B 22 5.
4.2.2 MEEYF Oliveras-Ferraros 21 #F 58 % W HT EGFR
P B TE R DT AR -V - 17 BAPT (cetuximab) 16 & LEA 7E T T it &5
e JE Ry TNBC 41 it % MDA-MB-468 A 8. Z AR & A
BRCA1L HEHAY5E4E , J& — ik i EGFR/MEK/ERK 4 %155
) TNBC 4 g , EGFR 11 51 A1 DNA 22 SR 446 77 3t 7] 7= 2k
B A0 0 # 22 4 FR X LA A, B R R DA DG T 2 BT I
B HZEZIWIRT TNBC By I IR 238 . A G WF 5% 1 76 I IR 55
E L

Corkery %557~ % 3 41 TNBC 40 its & (BT20, HCC1937,
MDA-MB-231) K #i 4l HER-2 &5 3% 35 i 40 Jfd & (BT474,
SKBR3) #4375, & B EGFR 7£ TNBC 4 it v 9 785 36 35 . 46
T HER-2(H) 4 i 2235 19 EGFR2, TNBC 4l i ' EGF
F il 51 EGFR RO B iR 1L, 1 bt EGFR ) 2595 68 23R
Y74 BEL b 3 R R AL 75 AR e A 1 5 B AR AR o 24 D 0% Ak 2R
3 (MAPK) Akt [ BB AFR IR G1 MBS A 6. #H3E
BRI TT L3R R AR £ T8 A FE X TNBC /Y N, i 7 3 8
Je TR A R R Z2 10 fih T8 T LR S AT R BICR
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#7JE % J& (Sunitinib) J& —Fif 2§ 4519 2% 52 R e 410 7 540
FLER X 0 AL A R A K N F 2 & VEGFR(VEGFR-
1.VEGFR-2 1 VEGFR-3) , Ifi. /MR I 4L K 732 & PDGFR
(PDGFR-a fil PDGFR-B) , T 4fi it X 7 32 4 KIT Fi4E 7% il 3% X
T-1 % & (colony-stimulating factor-1 receptor), Burstein
FUS B G Z P03 HZ 2 IR T R R e LN R AT AR 1 I
PRARIS A 64 B A8 V2L I R I AT, EE DO 45,
BTN il KB %68 o0 32, Horr TNBC A3 20 1], 45 5 7R 16 %0 58
FHA YRR, Kb 11200 B H B TS % . /£ TNBC &
FHUP A% E 15% ., HATH VEGE B 58 B 3t 1L 4% 2a 41
(bevacizumab) fE 4 J& J7 B 30 P& 1) — £ 254 . fH - F TNBC
TRIT B RIRIE D

Guler 251 BF5¢ % TNBC 4 g r A G 1k 4 2 e — T
HEMA S AT R WW 8 0E & A v2 R BKE,
XA AR (R R DNA FE R, T30 DNA W4, % & A4
1E BRCAL BB i g . %8 5838 78 DNA 4545 ) b ) G R
E KRBT ROETEE S, B AT TNBC 938 [6]94 97 IE 76 R W iy
WG Y, BAR AT HER-2 H 5w BEHL K herceptin BYIE YT Gt/
HER-2 # 5 . (HBE 5 DF 5 BB A, TNBC (R [ 3807 & 4 il
WRARE
5 MES5RE

Rakha 8¢ X% 1 944 5= W o4 L I8 2 17 3740 315 16 4%
B A BT AR A0 A L 45 2 75 7 A% I sl K/ TNBC 43 1 s 1
ZH AN S 41 T 53 2% W 9 L0 4 ) R 26 AR ek i /DN S 5 i EL 30
B 455 . Nofech-Mozes 251200 %57 958 151 FL i o B & i B g
A Ak, Hih 132 1) 3% TNBC, M fiTAR #i CK5/6 & EGFR iy
Fik A TNBC 43y I A% 4 At 7L A 93 0 IE &6 B 2L B 98 » i+
CK5/6 ok# EGFR FHPE. BT H M &2 & 16 0L, WF e & 9] IE
AL R I A TS T B8 B i T R AN M LR . X BB OR
[ 37 B4 i) TNBC HiJ5 A —#, 1l 48 S8 97 O7 R Wil , A i,
P TNBC #E47 W40 25, A A = L. Bap, 58 A 5Ll T
Vi B 0 AR A TNBC BiJg A6 Ax E , Lio 28245t 112 4]
TNBC & H s e 4 1k i 7 i 40 i1 CK5/6.CK17 YKk 5
TNBC #ija K&, BFssR W CK5/6 ,.CK17 FHEM B & BA
BEKTUG . Bk HRE kB 8 . Nogi %% By — 0 [l Jil
PR R B EGFR B35 7] fEJ& s m TNBC G i) — B2
febr . IF B AT AR e BV YT O R IRMLA 1Ry HEE )

TNBC MG 22, 52 B R e 20 R 19 A 0 2 4 1 R I R 4
fE, B B RTEIGIT E2AE N5 IR T L 4t HER-2 (19 48 7]
YRIT LM ERTIX 2 BOA YT BN EUR . B R YT R A &
B, FE X HL A Y 2325 L T A R A e AR ] I 2 T A R
B 77 %8 TNBC By T 23 B % WF 53 09 32 e Ty e =% .
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JBR J 95 (pancreas carcinoma) Sz 5 i % 14 AR v A% 4 7 BE
Bew g bR . 7R 55 W I g BE T N B b R IR R 5B 4
At i HIR R R R TR R UG 5 25 0
A2 — 5 AREAERAE 5060, BN AR T R 2 — FhAH
Xof fple 2 i A3 61 T A 8 S5 A T L L i 9 =X e ] LR O R
A LA P IR AN R A 2 AR G HAR NS W R RO 5 T4
B AR R IS AR R B A R R
PE R Z 420 L R AR w5 3k 53. 590 ~100% .. A
B BUS  BOY HR AE R RV AEE B BRI K
I FIR 4 i (pancreatic stellate cell, PSC) ASAY AT LA 7= A= 48 Jitg 41
FE T (extracellular matrix, ECM) , i 7] DL af 43 b 366 T 4 TR &
P i (MMPs) Rl J5 42 J 2 11 i i 4 CTIMPs) SR 30 15 ECM
B R ECML RIS i I8 1 R A A h 2 I g R 2R e R iy 1
AR LT MMPs 3 5 B fif L shodt ECM R AE i 968 240 J 498 5%
B8 b7 A B4 28 e ) ok K AR . BT LA, i i BF5E MMPs
H1 TIMPs P 7 5 98 19 43 W6 B Ty B, B2 w5 ) g gt o 1) 12
Wi GAIY MBUE A EEE X, AR MMPs, TIMPs 7 i I 9
O AR AR LR IR W T
1 MMPs KR EWIER
1.1 MMPs B45H BB 4 Jm & RS — > RE0, W H R
B Ca™ 20" AR B TR S A O IR i AR 4, LS R R
FHARLE548 ,— M 5 A THREAS A B9 25 F 32 A - (1D B K A%
SRS (DR, 3 BAE R R E. X
B A IR T U KT SR . MMIPs i TR % 0TS . (3D Mk T 1 X,
AR TAAM A XIEAEANREELERE, (DEH
I SR ) BB DX . (5 R ik R 3 I, 5 TG 1 JIG 0 4 e A G
JF R A A P DR IR DX B e BE AR ST . MIMIPs G B A
IR SR A AR A 25 FD MMP [ B A —E IS
SR A SORSE LX) . [R]— Rl MMP AT [ i 2 i 240 fifg S 5
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JOE LAY 1115 — b 440 i A 35 S5 A 0T B 2 Fh MMIP [ i,
AN [7] il 1 68 i 25 SR T S D R A E X S 0 A e S e R R 4
ok 5 2. [a] i B B (collogenases) | B Jit i ( gelati-
nase) , %t Jii V& it & (stromelysins) , & £ MMPs ( membrane
typeMMPs, MT. MMPs) Fl I flh MMPs, i & 3/ 56 )5 i 5
Xt MMP 4%, BT 2 B A2 MMP 4 23 F-) . MMP A
B AR B8 LA A0 e SR TR A AR ] L AT 43 Shy i B TR R TR 1 A
KR HE AR R 5 B R IR AR . MMPs 72854 1 &
SRIINE 5 IR AR S8 A MR TR (H Y 8 5 15 5 K L i R 1k
X 3 A~ghatak . I LB A Ak DR TR X P A 25 0 3 B e
1.2 MMPs ALY/ MMPs 32848 945 2 5 5 4
Py 626 figk 240 1t A1 35 5T 143 o (BB 52 % 3, MIMIPs £ i 96 2 20 v
2 UL TG 3% P A il O X 3 Ik Ak L R G, e L A W 22 RN
HIAZ AT 16 Ak, 36 A B R AR A E RN (R
BB MMP Ji 25w ik i B B G . K280 MMP 85t iy
TG AL PR AR B AN E MG S 5 L i R MMP I D3 1 i
43 W, S8 2 Ak RN A 2% 38 1 S 0 45 S R W1, MMIP 7 i 98
Y YUp Rk B A GV MR 57 Z R S PR b . — FloRi 41
ZUAT DL IK I3 18 2 B MMP, A 86 J, 51 2 i b Jd 40 i 43
FAY 5 A S S Pl T A0 T R AT — 2 Y D) i 88 4 i R TR 40
M SE R 4. MMPs (2 e 12 28 A K RS S AR W 22 AT R
PR EOCE B AYE R L QMR A & AR R i A A A AR AR
2 TIMPs &M R EWMIER

2.1 TIMPs K458 TIMPs &4 &8 & 1 B A0 45 S 4 i 5
TEVREE MMP 499 ¥ 75 TS 25 5 ZE4E AT, MMPs B4 i) 50 ] 43
R RARIN AN T AL 25 & B i 700w K 28, KRRl A
& REAMHLINH H T M a— EIRE 1 TIMP, A T4 5
9040300 R AT T A 7 A A A 0 o P 98 A 2 R R A





