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0.025,P=0.010), XEHE ML LW C K& T,
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FIRIIAIT BB L 3 Fh T R0 B0 L IR 7 A A6 WA . i 1S 22 R0
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S3 AT R A5 O 6 B A T AL 25, 9 B TNBC B 3k [ 4 15 4 ff
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I T2 Tl M5 5 5% 50 1 . basal-like 78 7L it 9 2 H A
TE S FUMRE I R B 2 0 — B oy TR, AR Rk EG-
FR, 1M H TNBC iy 4 K #8453 EGFR i 3Rk, ix 15 TNBC
G A RA W8 OE R, EGFR 5 K KA 7] 68 B0 88 10 V6 77
TNBC f#8 & Z —0% . 4 % EGFR Y 8 3 1§ % 4 (Cetux-
imab) 1Y) — I Il A 38 %o bE T B 5 A PR Cetuximab X 7E
WIERE B A R ALY 2 05 B L) . Cetuximab 75 Yt 45 1Y)
TNBC & & MRy 7 i S R R B T T 10% . gk
BB 1) B AR R JC Uk R A AR IR A 1R B e
T RE Y S R R AE R TR AR B8 B A A B Y R o L 2 2
TA7-1E EGFR Ay k15 B0 . i 78 B 3 A9 — UAF 5% R & 0,
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6 500 2z Ab o [5) iF  T TNBC 41 s b CIP2A/PP2A/ Akt
[ H B2 B 2A (protein phosphatase 2A., PP2A) {5 5
SEOT 3 B R R0 B R A M S CIP2ZA F0 p-Akt,
M5 TNBC 40l 32 2 3% W 1, lapatinib 78 0F 58 0 & B X
S b B 1 R (MDA-MB-468) 4 75 B4 T e 306 o o 5 24 H
TR ER I Akt AR AL CIP2A AT 30 441 i o3 9 2F K sk
T,

1.2 BIEH W R 4 [ poly CADP-ribose) poly-
merase, PARPJ7E TNBC /1 iy # [a] 497 BRCA & R A9 %€ 48
£ TNBC BE WAL M KA. KN BRCA 3 [N 1 %
ke A T DNA BgE X~ DNA BUEERR T 371 12 4.
TEFREA WS R AR BME E . T PARP 5 BRCA —
FEfE TNBC kA& RS Rk g8+ o0 EEmmEH.
B2 PARP 74 oy mT DA 3o 350500 B 24 1) B 6% J5 i 4T 35 I i&
2. HF BRCA i 58 48 7= A= 1 4 W) 5 2 4118 52 1 7 =09
WA W0 AR L DR G o i BR 4 R AT DUFD PARP (9 310 1 50 77
A — T BRI, AT 7= AR SR AR . AE — Tl PR A 2
IR PARP 5 G I3 ST % s 40 it i 80 2R , IF B #E DNA
AR5 W 3 Fh S A B L a0 ) 550 55 50 10 6 W 04 5 A ARG O AT
AHE T Rk Y 4B A JB (veliparib) S — Fift g A #Y
PARP1 F1 PARP2 (¥ 11 IR #7 il 771, 7 5 % 22 i fi (temozolo-
mide) ¥ [{ 45 F 3697 TNBC™2, PARP (5 40 41 57 B 57 A 2
(Olaparib) E# A B AF H TR 520y DNA BB,
B 7 FDA Ryt T IF 45 0 A 38 97 e 00 B0 198 19 B, R ok
A ] fE7E [ PR R 215 &2 CHRR) 3 42 B [ 109 AH 56 988 4 (1038 97
AR, — WU P 4R . B E B 2 B HDACGs
(HDACs) &3 i3 55 HRR A 56 3% 5 (1) % 3% , 2 #F HRR A 2
B STV AZE kL P KRS T 2 2 C%) . HDACs 100 46 0] 2 — b n] L4 S 3k
il DNA &5 MR I7 6 05 136 97 7 . 3 5 HDACs g 410 1 7]
VL3E 5 & #E BT HRR 3% R 19 3% 42 DL 4 & PARP 4006l 510 14 4t
Ji R s e . M HLAE Olaparib 14K 57 3 il (SAHAD 9 3 [6] /£ H
T PR T TNBC 20 f o ) 3% 35 T fE M B 1R 1 Fn ok ) &
)R 38 B (PTEND (1 A4 4 T 38 BE 7 A0R .
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P B R NS5 — N R B0 LA P A T I G M T N 28
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K FH B E TS24 T ESEE . Src fUgE S
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FE DR —REAE i 1 ) A0 i e v R R EE ™. 5 EGFR f
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Al LA AR i) SRC G 114 4 1 55 2% ¥ % J@ (Dasatinib) , 7£ — 3
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I R A B AR AR B B Cetuximab B 4]
I FH A 0% BB 45 3 e 2> TNBC 40 i A 4 S e LT . FE
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