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WIRIT & RN L R H R AT T R SR 2 WM R A % 5| Bl pu D 3o b [ s b2 18 I 1 D
B AR FAEZEG P ESUE SRR L & R RE R IS R e n R E 5K A SRRk 4 4 [ 50M 4 3 2 RHT R
10 BRI, KRB 136 Ff , Wi IR Bl b 1 B )5 50 R4, A Sk il 1T T 20 T b A PR 2 2 M IR 2 I A AN T AR AR AR
B2 2B MR 2R 1Y [ ZAT Ml b v 13 LR Y B A 5 R PR 5E

ME BRI IR BB = I AR Y 5 ER (PRORI HER -2 #9 [H PR R SR T i 44, {5 = I3 1 LB s 19 2 90 27
FRAEATS SR 5 o B S OO o # LD REARAE AT U 40 O 5 263 740 84 - (D LA DNA & & BB s A K TR T Dy B A28 9 228 e 200 B A = BT P 3L
JiA5 s @ LA b e — I 3 5 2 Ak A0 o 988 1 400 i o e A 1 TR 3R = B P SL IR s DS e A1 B = B M FUIR s @B R 2 Mg Rk
By R = I FUIR R s O AR B A K 7 2 A2 4R (HER -2) 5 4R = BIPEFLARIE o AR SOt © A7 SCHRE AT (1 Bt 1 3 4

— R B A A R IR A TR T AR A TR YT RE R, LA A = I L o B AE A IR AR TR T R T A R S

XEiE —BMILRE R AT
FESES R737

= B ¥ FL IR 98 (triple — negative breast cancer,
TNBC) &5 fr & FLAE 6 19 10% ~ 20% , 1% 25 FL Mg 9 4F
Proa A7 R IR, S P o, FEIE )4 AE Dy - R A2 AR
(ER) MR ZIK(PR) Riksh ke, k= AR KEK
W7 2 # % & (human
receptor —2, HER = 2) [y 14, #4i2~ TNBC )&
PR Bk 2 A7 R0 A= IR T AR L2 AR B Y 5 R K
Iz 37 e 1 G B AR R T A ) bR R 4
Wr M BUR AW . B ETE A R =B LR
9 BUBRME A NFE PAMSO W7 AU I 5K % %
H [ claudin — low ¥ %  Burstein 4 254K Fl Lehmann
TRFE,

RT i RIR 8 TNBC 20 PRl 54 .
LR A0 o kE = BH 4 FLBR 9 ( basal - like triple — nega-
tive breast cancer, BL — TNBC) , = # 4% 5 2 DNA &
SR 3 3K A K PR 7 3 B A DG HR s QTR AR =
B M #L % 9% ( mesenchymal — like triple — negative
breast cancer, ML — TNBC) , I+ j7 [&] [5i %% 1k ( epithe-

epidermalgrowth factor

FEAIH KRR A AL 4 YR BB H (81372854 ,81102010) 5 I+
TR Z2 A Al B9 F 05 H (13NM1401504 ) 5 i T 8 0 2% Bl 2 500
H (B905) ; ¥E iRl & B2 5] F: 0 H (15411966200 ) 5 55 — 7% P& K %
& A B B 05 0 ik 4 W B 0 H (CHIG2015013)
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lial to mesenchymal transition, EMT) £1 i 588 + 4 g
(cancer stem cells, CSC) BJ4RAE ; @ % A 26 1) = B
P #L I 9% (immuneassociated TNBC,1 - TNBC) ; @ %
i/ 53 b B9 = BH PE L IR 9% (luminal/apocrine TNBC,
LA - TNBC) , i % % % & ( androgen receptor, AR) i
Tk OANRERAERKET 2 BZ A E £ =A%
J5 4% (HER -2 - enriched TNBC,HER -2e TNBC) ,

— EERAMFE=AEZIRE (BL - TNBC)

1. BL - TNBC 5y ¥ )% B F¢ ik - 76 T 47 TNBC
o B EE A4 TS BL - TNBC, 25 (5 & /& TNBC
(1 25% ~80% o T4 S A i AR G e 4 41 fk 2
(IHC) ¥ (CK5/6 * . EGFR™ | ER™ HER -2 ) {4
FL R 4H FL K #3511 ( gene — expression profiling, GEP) |
JER I W W 53R M 4E Lehmann % i #F 53,
BL — TNBC ] DLk — 25 53 18 A~ W0 28, 6 I 400 i A 1
AL(BLL) FBE i 40 fg A 2 #4 (BL2) , A58 4& B] BLI
PR R A0 S S AH SC BE D AT DNA 453 405 18 52 7%
PR AR, 4 7 i 8 1 = 3G BT o 25 % B A L R g
A DNA B B, 22 21 XUEE DNA Wy 28 % Ak i) [+
IR 20 (HR) & 5 LK Bk, 5 BRCAT 5{ BRCA2 %t
PR G AR 48 5 10 38 A BB 2 8L, BE Pk 9 BRCAness 1E
B S I, BL2 AR R S S EGE S A
K TS5 2R g 5L, A e MET i 12 DL &
IGFIR &1,
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BL - TNBC J2 ZL i Ji 5 il Bh Ak 7 )5 o B8 58 & %
fit R (pCR) fe 5 M A 2 —) . %F T4 BRCA - %
A5 () BL = TNBC, DL DNA & &k (6 1) hy #0519 0 1)
BT ET RN, SR, 78 BL1 B AN BL2 WFRE
pCR FAAEA BERZE 5 (51% vs 0) o BT LATE I IR 24
i 75 2 2 R A 1 X0, AR R AR B b 2R AT i R
PRI BRB B AE . v AN, BL2 i ¢ 30 H 22 {4k i 42
T2 U5 T 3 A8 AT T AR AIE 6 B T X R AL T RE TR
Foth s & A 1 B/ 52 R T R 95k G a4 A% 1 I T
I, ) B RE = B FLIRE

2. BL - TNBC [#I5Y7 : 8 1] DNA & &2 fik 5 2 XF
BRCA %48 ) BL - TNBC 1 Ff 4 1 5 W36 97 77 =
H 7 BRCA1 - mRNA {5 F1 BRCA1 HEEALAEHT,
A 40 o o 38 4% 7 DNA 8 52 5l B 14 LR X 1 55 4A 24
WAL ST HA BAF B2 R %R (RRs) 7 o T4
KLY WAk 2E R YT B B3 T TNBC & & 19 pCR
R AT R 5% S A1 BRCA PR i B8 35 40 Lo T Ho i
ABEEA B pCR V% (49% ~64% ), TEH:H
PEFLIRIE 4, & H BRCA N 2878 1 H 3 X R 411 1Y 2
NPE [ 2 74 i 98 55 4f . R {4 TBCRO09 it 55 rf
BRCA AH G M 2L A s 19 45 AF (G & W] U5 3 20 6k B A
) 18Ry A0 2 OB A bR 7R, T AE TNT T 356 o
B R R R IR RS B0 sk e R S
BRCA 2878 ) TNBC fli H & 4007 % . B, RE1C 90
A TNBC (& B GIR YT, (80 F IR T B i
17 BRCA K& PRUAH OGP A I o

DNA it 155 52 1o FE 52 B 1Y) el 4 w5 303k PR 41
AT FVER AR | [R) s, Ay =g 48 B 1 %) 5 VS A A — B
PEFLIR AR AL T AR ) B AR, 58 b MR EA
SR £ B UE B T LA S in 7L AR 98 A0 B X PARP 1) 4 551
Vo R, 5 SO ) S BELVES R T o e R i B
W]y PARP 157 olaparib 7 BRCA ZE 75 4 Jifd & 1 1)
YU IR AR TG PRI 58 5 87 LAl A o Inipa-
rib (14 T 1 PR AF 5 Hh oA 36 313X — B b, B 25 SR E
SET H 6 PARP (55 0 . BT B AL PARP
M, 40 bmn - 673 37E RIWE & b, 45 1A A
o 1-SPY2 KL £ W, 4 veliparib 1K 4453l
TR e B4l Bh AT 5 it K 58 A SRl R 7 1
% . CDK 1 i 57 3 i 3% in DNA 4 £5, 2 BRCA ¥
A4 B Pl R PARP R HR A T VR I Y
g BE A A T T fiE 4 32 5 4k BLI - TN-
BC gt x) DNA & & 0 8 1) y7 % 0 SO, OF ol
T 175 5 0 PV 5 7

e D

Z . ER#E=AHEFLARE (MSL - TNBC)

1. MSL - TNBC #4435 BREFAE « T8 A2 (8] it 2
Ji, 348 S [R) 36 5 400 i, S AR 55 o R 1 A
Wik TNBC VB4 0] 78 00 RE RRAE , 55 48 EMT 1 fib g
T A R S AT R, R 2R SR T
20 MR (MSL) 1) 55 f51) 388 5 4 DA hy o 1E R RE, SR
23R H PAMSO A5 1), K 22 % 8] 78 50 (M) fib 988 % 0
FON SR AE . BBk AT LU B, MSL Al [E) 78 5 AR 0
A ESME IR, 8] 50 5T R K 2 U= G g 1 5L IR
BERRRE (BLIS) o LR L Fz 4 g 48 EMT s & b 3K
19T RIBM T AR E W RE S, R & T 6 F 4
FRANMESS B L ARG Rk . 5 EMT 453k
FH L, 7€ TNBC 4H i v /&5 2235 BOE 8 (A MR Gk T %
20 0 A5 86 2 1 AT i 2 ol L 43 8 — A TR FE BT TNBC E
BEo M 538 B M B 78 TNBC rpofiil B i 3 5k
() EGFR 55 Ath 1) /s 2 2 U Wl 32 7k — B¢, Bl e -
MET | J& £F 4 4 g 2B K B 7 R S R4 KT
(IGF) (/M JE M A K+, 5 EMT £ % U8 &R .
HAhg 2, 4G5 E K HF B(TGF - ), Notch 1
Wnt/B — catenin {5538 f% , th 5 EMT A&, H K& 4>
(1) 3 S 58 B%AE ML - TNBC o 48 o ] 78 Jo 240 A e &
A bR T 20 B AR AR, A W e . 7E Neve 5511
LR A5 40 M AR A3 AT R, i T CSC AR A HFAE 1) TN-
BC AU, sbAh, 72 FLARJE 40 i b CSC 3R ik ok ] 58
bR R R IE ST 25 G, 5 EMT &8 —%
(1) CSC HEAFIE , AR 215 %5 B4 42 9K 3l , L 4n MAPK FI
Wt B4, PRI o 2 5 i 198 300 i) 351 N2 3% Bie A5 b AR I 7
fiff A . AR 22 50 B P 09 S8 ) EMT FIER [7] CSC (1937
JT AT AE LTI R T B

Wnt/B - catenin {5 5 il B B 7 5 CD447/
CD24 ™ [ IRAAAE DRI . 4K 25 1 A& i 24 A L))
I Wnt B AR B0 R A8 4 2R R D, AR B R 2 BT
RN — L4 AE R (LR ) o (I R AT 5 ik
AN . Notch {75538 4% 78 L M i 83 + 40 Jifd i) 48 45 o
A EXREERMER, B UL 7EiRJ7 ML - TNBC,
2 H ATk 1k, 0 Noteh #8157 © 8% ¢ & F F Wiojgg
v = S WA 1 77) ( GSIs ) Al Delta £ Fit 14 4 P57 B 3t
& (mAbs) , FEIGKRBEFE T, K& B GSIs fefli fky7 #Ebi
F147 240 0 FEF 0 7 B, £ 4% CSCORE iboRd 4 g, o 5
(S B 5T 6 W TNBC o % WL Notch &% K i) PEST i,
A5 53 Notch J4 7% %+ GSI &', % F TNBC
Ft Hedgehog fit {4 .GLI il SMO 77 7E |-, ixX B4 3@ i%
WA E R IR IT IS WAL & SR, 8 WA 47 i
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ML - TNBCJ5 1 (9 llf IR B 5%

2. MSL - TNBC 93497 : f£ MSL - TNBC 1, [K Ky
c - MET {52 8805 )8 ¥ EMT F1 CSC W %, L) i 3 %
SIRYTEARB T BE ST AL ST AT B A] 5 43
(1) JFF 40 i A 4 PR 7 RE 5 BTG ¢ — MIET 3l % JF 5 3
EGFR - TKIs ifif 52 , 33 Fh &80 0y 2 7 A /) 40 i il g v 45
FIFEUESL . A, EGFR Fl ¢ — MET 30 i 76 I PR
IR AR H ik S B A% 100 1 ko AR K . {HJZ ¢ - MET
A7) 09 52 6 45 SR AR A ATl 3, Al o P 1 B B
“FAFLIRE R A, AT ¢ - MET 4157 Onartuzum-
ab A 2042 s/ DU AR B B 40 0 R 23 48 K TG 3 e A A7
W B EE— A T O R AT REY R B RR A
BERYJEAE 1, % T 38 ¢ - MET A G A 9 BL2 -
TNBC [, 3 4530 B AR R LA IR W 1.

TGF — B 1% 2 R I i 41 ) 7] ( TKT) 75 &% (14 [ ot -
Bk (MET) BB 48 336 %% CDA44 ™ [H P L % 9 20 B Y
EMT,fRA & B¥ 11, Trabedersen J&—#p35 4T TGF -
B2 mRNA (1% iz S5 i SR AT 1R, Fow) B ox =
FERLF 3K TGF — B2 F i iy 5 M Mg vh A B & 97
G

=.%EM* TNBC(I-TNBC)

1.1 = TNBC [ 53F %5 FRRFAE - 558 AH OC R (1) f
P 2 B RE TR 7™ ) 35K L g A A S Ol i
(B.T L) J NK ZH) , 40 i B 15 5 38 8%, $i st 2
PLERRORIE S S R, BREHEOMNES
1 IR 23 v 335 g R GE I R R (B 40 i, T 46 il
DL K CD8 #5%) . L4, Burstein 5 F] i —4> RNA
FEmh L A, U — A TS R AR RR O B
BE G E BTG U (BLIA) 937 78, 7% 42 328 AH 56 A TN-
BC 1, BLIA () CTLA —4 A XJ F HiAth 3 [H ok v 1o %
AR . AR TR) B ATF 9 4 X L L B o AT A —
2% 5 AH T DL A2 TNBC fiY 3t 86 5 50 HL A 4 928
FRGEA IV R o e SN R S A g Al LB
7 s % YA G IF H 2 F: 30 TNBC G IR s B 4F .
i 93 32 Vi A 6K EEL 440 B T BE R % T T i B Ak T 0 R
REAE "o LG g g el YA T A FL RO ob HE R
TR, R (0 o B8 R G0 B N B R G N (B8) o g
AR T AR A TN VA T 1A ROME R i — 2B B
T e 2 UE R AT DA R 0 R S B A — A B
B e R

2.1-TNBC [iRY7 : R 2 iR AR R — RN K
Z 1) 4 B TR) AR LA TR By 1k T 40 Jf A 1E 8 S5 4 T i
FEWIG . A0MIEE T K EL A0 TR 4 195 L (CTLA -

4) MBS F A AET: - 1(PD - 1) , Al A ML 5 T 40
JL 3 P K aBE R e I R . AE 1 — TNBC 3R, 317 il
T B A G703 45 (0 AG A o, T R T A0 R g T
., P CTLA -4 — B4 ipilimumab F1 tremelimum-
ab, UL 2875 7L 0 6 A7 VEAR , (HV A 0 1D 1 S 56 I
B G X 45 37 78 = 911k LR 9 A & PD - 1 FIE 9 TiC
& PD — L1, %7€ 20% TNBC 3 FE 635, 1 PD — 1 I
Pt PD — L1 — H450 B 7 100 C A 32 A 18] 9 40 B4R T, DA
MHG 3R T 40 M 595 LN . $it PD — 1 FiHT PD - L1 1
) ZEAE TNBC 11 PR 58 (EAE 64T Th 47 R A 19 1
FIETS . 40, 4 PTEN JEp S5 PD - L1 |3
i, FWER X PLK 3 9 25 4 7T fe e = B P 2L e
H B8 R 5 M g S R e e = B L
g v B G P 00 A 5 T B 0 ok R DL B e g A A
SEPZY, MRS RR,

M. & B/ 4yihE TNBC(LA - TNBC)

1. LA - TNBC {94 795 BRFRAE : LA - TNBC, /&4
Btz ER Al PR &35 HE SMERMTERE, F5 1,
AR 3 B F 3R AT RAR ER RIA AR S 28 [ BEAH OG5 5 il
HE ) — A BTG . XA WAL, H P S LAR 45 i
A - B Burstein’s LAR 143+ 43 Wb W A&, H A 3 [/ 45
I, A 45 v A8 s B TR 1 2 36, Bl = R i 40 i A 2R L A
MY RCIE TR . AR A i 2= 10% Mk gt
S SR AR - FHME, 29 4 1/3 TNBCs, H iR & A 8 4f
(TS . A Y A /4 WA TNBC A R4 IT 5
WMELFNLA 6% ~10% (IR 56 4 52 fif 3, (H T i 3
L5 T

2. LA - TNBC (597 B 22 & e . LAR Hb I Ath 7 784
X5 R AR 400 550 bR B ) SRR R T A R T
I ROFFEUESE T X R 25 %k ER /PR B H AR
BRI 1 2L B 3 R B TE 24 TR G IR 32 25 N 19%
B — B R B % & e (enzalutamide ) ¥/ 7 AR FH
P J 0 = B M 2L AR AR 16 JE I AR T 42% I IR
Z 4 Fo o — N HMEW R SZ AR R enobosarm , X %
Fotk AR BHME 2L AR it ik B T 35% A9 I PR 3k 25 K o
T O R B, R R IR A X R IK Y AR 9 9E LAR
WA A A7 25 F AR B[R YT . £ % I T
fb AR 7E FL IR v i A IR A R AT AR AR B YR
7

A M S WE AL BE (HDAC) #0010 770 B8 ¥4 7 17 1) A
FEHY AR SR, HDAC 40 0 570 78 = BA 1k 3L B o
HEAT T KO B AR B Ak, PR N SR8 BOR
HDAC 41 i 750 5 2 = FF P ZL R 98 40 g 32 55 ER JFXF

- 3.
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P43 IR 9T SO, IR I R HDAC 11 4l 551 Fn 5% 4%
ATt 10 1) 500 96 97 — B P LR o AR A 1 3K 6 AT 1
Freptel,

# .HER -2 E£#) TNBC(HER -2e TNBC)

1. HER -2e TNBC [ 5> F 95 BLFFAE :6% ~8% 1ty
TNBCs 3 4o FE RS i (9 462 0 4 TA A J& HER - 2e, 1E
Lehmann 1) = [ 2LIR 98 70 7 70 25 HER -2 35K
FER 1 A0S (9 43 39, 1 K38 40 HER - 2e Jib 98 4% 14
A LAR #1 BL2 W4, 3¢ 1,HER -2e - TNBC 5
LA - TNBC 7 2[R FEE A 45 PLKCA 28 48 Fl =5 /K ~F- 19
BRI AR, N, R H A XA 4 41T
PAAST R 3 — 2B WF9R 5 HER —2e - TNBC 5LA -
TNBC Al il & ® A 1 44, = B 1k 3L Mg i i &
HER -2 %3k (HER -2 1" HER -2 27) Il R & X
M R AT, HER - 2 8 AT IR A TR AT 5T

2. HER -2e TNBC BJ497 : NSABP - B31 {5 H
THC Z3 #7 ZL MR g A 5 3R B, 42 57 it 22 2k SR o 4 B Ak )T
MEFA 10% & HER -2 BiPE. 7EiZ ANREp, i %
BREHUA Im R 55 5 28 T, AT 28 R RO Sy 1448 1) 285 2
X 75 3 K40 BT 45 5 . NASBP B47 TR 5 5 76 1
FEEF X HER — 2 I8 & 35 (1 = B 4 7L AR J88 (THC 17 5%
2" )HER -2 8 miRd7 (WG PR o Fe i (1) 9 T ILI fF
¥ 8] HER -2 Z K1 AE37 %fF HER -2 {£ %k
BHRZ a5, 0 HOR AR 2 = B 2L IR g (> 60% AH X
BR) o 18 =PI i MU 2l it v

7N TNBC Hfth & 8T 8=

F K HF 2k EGFR £ % fF ML - TNB,
BL — CHl HER -2e - TNBC i #ik ., EGFR FIHEF
Wi A5 5 1 S X 26 TNBC 3V #F (9 /e #0 17 H bR, 1E
ML - TNBC 5= #p # A 182 A f | EGFR - TKI i &
MET 38 97, fie 2 ibojgg 7GR . dF 2 £ M 8 % i A
EGFR - TKI H1 25 1E 2 81— J7 35 A 77 HE I IR 2 27 o
55l R AT 25 R — 30, = BIPEZLARE 8 5 h ] EGFR 28
SUREPURIR A 10T R 3471 ORRs . #b 7t 1 5040 ik
/R, TE TNBC i [} EGFR il 5] T 25 3R e AR K 152
A R AR GO ) UE B A 5 2 (B e i AR e T

PH] Sk B 2T 2 40 A K 7 FGF2 i /& 7E BL -
TNBC w223k, AT 4k 4 il A= K 7 32 1k FGFR #E
ML — #1 BRCA — TNBC &5 i %3k, B # FGFR 411 1
R TEAEFL IR th FE AT B ST, IR B A8 1a] VEGFRs Fl FG-
FR ) i 22 R 4 1) 55 ( TKTs ) &3z FGFR 1% 24 R i
T4 3 . & 5, dovitinib 9 T 399 I JR 38 56 45 SR
7N, 7E FGFR1 47 3 19 = BF 1 3L B o b 8 FH bt FGFR

4 .

BT AR TS AR E o LUK, i T FGFR 5 N 4 g 72 ]
T BCJ398 BUBEE , H Al I R 1 56 A7 ™ 4% 1Y LR B b
LY [ FGFR1 i1 ( =) FGFR2 (3 1 , 5 FGFR3 5¢7% |
AR E , (BT 28 b SR BT . 1A T7 S8 0 0 3R
5 R S B0 1Y JRE B R SOR A RETE WA R, B
By R 732 1K IGFR AH X (R 5 BE R 7E ML -
TNBC #1 BL - TNBC K ig & £ , 7€ BL - TNBC H ¥
X AR IE AR B RR R YT T RE 2 AR W A 0, I BRCA
5 R 4 JHL AN 15 B A B AR ML — A RT DUR 9 IGFR 3Rk .
SR BRCA I IGFR — 1 ¥ 1l 3% ¥ B #8 A BEAE y IGFR
FEENAST AW AR S

PILK/AKT/mTOR {238 i 1 4] 3497 76 TNBC 4
¥7 P[RR LA TSR, PLKCA B (A € 22 78 luminal -
A ,HER -2e fil luminal — B ¥ & i % A= 24 5l & ik
45% \39% F129% L) 1. ) ik B 2 B GX 2 58 2
I 40 M X PLK/AKT/mTOR 41 il 550 56 o BUR ., 1t .
iSO 2 B R T L D (PTEN) (9 R G AT LA TIUIN G 7 2%
Fo DA B on 78 = P FL A (TNBC) T 28
1z — PLK 3] 500 AT LAl 5 5 B2 A B804 2 ¥4 0 % ik o
[ if, 76 PLKCA 28 (i FL g b B — fR5FAY PLK 4
iR 5 A A B R A R, W PLK A
mTOR 15 NVP — BEZ235Z 7 ML - TNBC A1 LA -
TNBC 40 fifg & th #8A R A &, HBURBEEAE 1 W k5
PR RIEGIA . KRR, BIZ S 22 M ST AR A ok T
B ()7 PLK €78 F1 PTEN {5l 2 JF 2 14 46 1T, A B
i Ve A 22 MHE 10367 P 52 i (R

MAPK {5 538 48 [0 ¥ 7 MEK 41 ) 5] 72 ML —
TNBC & 5 A i 1E L i 2 Bk 1 3% I A v
ERK1/2 55 1 o i Rk w9 R i A 5L I vh
HA 2% £ 1€ BRAF 745 Fl 5% 1 7F KRAS %75,
RAS - like #% s F2 J7 i BL — TNBC 7£ lli J& Aij £ #
X MEK $0 i 57 S50% o AR S b, MEK 10 1) 58 AN B 32 1
FF LA - TNBC, [X 25 PTEN #k 2k & bk 5 MEK 11 i
FIVE 2 R &AL, PLK/AKT/mTOR 5 RAS/RAF/
MEK/ERK Z [ fE1E 4 1 4B 09 S 5 [l %, ax 2 AT
BRI R S, By MEK 1)1 57) 5 5 PLK 300,
[ Z RS o T ELAM ] MAPK (1% P AT AR 520 0 3%
ZE(ER) 1 2 35 MK SN R IB 9T W RN, R
MEK 4 i1 551 Bk (4 45 5 7] e O N B A &Ly ¥R 97 TN-
BC, {HJZ1E TNBC Z55 iR 7 v 13X il 25 9 7 fiE 2
Al R

Al BT 3 Bl bt I 48 A2 5 i 25 97, anti —
VEGF - A mAbs ( 4l bevacizumab ) , pan — VEGFR TKI
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pazopanib ) il VEGF - trap
(4n aflibercept) ., FDA #7H4 T %} bevacizumab A Fi§
57 FLNR I 0 ot PR R 2 e TT R R T FLAR I T T 1 A%
BRI BRI AR5l R A R R, fE
AR B AEARYT A B R IR YT IR YT A R I AR Y
TNBC & &t I AR 38 i o 4= 77 2%, Meta 43 47 3
A MRS 22 I 2 4177 vT LU % B 1 TNBC i — 20
AL RS BEAIR 35% . AR e, IREHELEA
FIK A L EAE A1 HER -2 55 4£ % TNBC 7%
VEGF F Il %8 A4 AR s . $dls % W] VEGFA JKF7E
BL - TNBC I HER - 2e — TNBC 21 21k A< th 6 3K 1
ML - TNBC T & . H A 8 B A 108 Az B il 750 7 )
PTER A ARG o R T ARG T Z AR GRS R  a i
T IS0 058 2 B2 W4 iR TR T RO | 75 A 1 i
(8 A= 0 2 o A5 0 o A FR

P53 7 HER - 2e - TNBCs LA - TNBCs 11 28 45
LAY HIIE 100% | 85% Fil 40% . A] L B 4% 5% 18] 42
W P53 5@ BAE L ) H bR, ) 4n, MDM2 i 551w LA
TE AR 5 742 19 i g v JORT TS PS3 0y 4 i g i T e o
A ERBE R PS3 T A B R S BU MR T G, -
M 1, AT A 7E TNBC AR 4 B g8 T 4F R 38 1n] H br 2
BT 1 IHAYT RN . VF 2 LA UE T AR D ) H
B 09 25 H A EAE SR T ge , O B & TN-
BC 97 A A B 2590 o

TR = B P 2L s 0 SR AR IR YT W AT T
G AT T i T I R R TR R B A A A R R T
fift S P8 2 G0 LA B3R 7 T Bt T B0 R AR B 1
SR . BEE A W SE R R BT TNBC I B AS I
WP SR, i 2 0y 43 B 25 772 A IS /) TNBC, G
R 7 09I R SC 56 % b 2w E AT AT IY . A
MIBFoE EEE P AE 4 A EE N Y)REE I DNA 2 &2
GfE , EMT Il CSC, fo 8 A0 G, ME W R 52 R it 3Rk
BARZHI TR E LR T TNBC ByFE N ik, (H R
XF T TNBC A3 8K 3k LA WY B 43 20 0T 45 7 A 88000 1l PR 32
WIRIT o AR T O & FREE B S48 1 ¥ 1) ©
bR, SR AR A5 MERA () TNBC W.4H 19 7 BT e . W20 T
BRI AL B 38 X, Hb an BRCAL/2 B9 %748 (AR i&
& TNBC WF5EA M 0y Ty 1) o 3 T BRI 3Rk 3%/ 4
1B A Wy 4y 258 T w TNBC B9IE YT #E 8, MR AR A
I i S iR e

(40 sunitinib , sorafenib
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