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123 S HPUSA 52 R R e B e 8 A
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MORFISHER 24 KEEA Il i1 B S IEAE 22 U
JEA AR . CTC R4 bR E B (epithelial -
mesenchymal transition, EMT) [ /5 B 5 52 P A4, (H.
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S AR i B A ALV BE Y CTC A T O 2, L)
i R 52 25 % 7% 1) 800 B AT B iR 2800 o AR R FR s R ASE
A AT AR EMT 2 80 2% O [A) 19 CTC O RE , LA
RTINS 25 PE SR I B4, CTC THEO B A %
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T 1M CEA T VR AL (minimal residual disease,
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7 Sl A 2 N BE R G A K X e, R AR B R 2R
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X AE SAE . 4F5% BRCA 278 B W AT Wi B tE 3L bl
KA, JuH & BRCA1/2 . PALB2 Fl TP53 125 &b i JE [H 45
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Zi b, BRCAL/2 VR 22 58 78 3 N i 28 38 TR I AT 9
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Fofr By ) 2L B g 2 AR A XU, TR A R0 T Ah 2

H R IR N TR A RS, BB AR E R
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HER2 [A ¥ 5L B8 & & # VAT BRCAL2 2R 7 R A&
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RPN B AE T BC AR 1 (programmed cell death-
ligand 1,PD-L1) )" ¥Z &35 TiH AL A T 403 . B 40 i #1
EmgE2 i, v 57 S8 T2 52 4K 1 (programmed cell
death 1,PD-1) 255/ RBEWIR . TE 40%~60% 1Y FL
R b R B PD-L1 K3k, H &Rk 5H A=
e bR KN IEAR G 5N RS %YM G, H
HIHL PD-1/PD-L1 S8 Pk AEHU a2 s i R
AR, KEYNOTE-355i{881FSE PD-1.1 CPS=>10(Jih
T N RN SN R R YR e S e
SR I PD-1 40 550 e 1R 2R BRI G AT B R
afi fk y7 A AE K PFS A1 0S1260 ) = BA L IR 9 9 ki B
1BJT KEYNOTE-522 i 4 ( PD-L1 FHAE € S e PD
-L1 CPS=1) Fll IMpassion031 i % (PD-L1 PHAE E X KN
TILs PD-L1=1%)#J &7~ i PD-1/PD-L1 i 5156 536
ISP (B PD-L1 ko628, ik, PD-L1 Jf
ANHE 58 A AR N W S B IR T T AL AR A L X AT e B
PD-L1 ik KA S A o6t n] e 5 30 Fn g

WRHE RO RFA X, B, PD-L1 K 3222
MM THC , 12677 & 4 2203 . 28-8 . SP263 FI SP142 4t
4 Fh, Horp 22C3,28-8 Fl SP263 — £ 4% &5 | 1M SP142
HE = B R 2 Ak FEI R 1 S Y
UE LA IARIEAS[R] , PRk S0 PR TAE 5 AR A AN [T i
P PD-1 A1 (EL) BL PD-L1 245435 5 AH 1 A9 PD-1.1 A&
P KA -5 .

4 % 338 . 9L BB o PD-1/PD-L1 #7 #) 5 15 h &
FEWARAE A WFAANCEHET = AHELRE
By 7 B Ao e 5T L ¥, PD-LI MM B = A M
I B H — LT UE EPD-1 11 & A B AT
E R AERAEENZARARBELTEEXA
PD-1 #1%| F B & 07 7 EHATH W B BT o

2 BREFLIRERSERTT K ARRE

2.1 HE BRI R Y
2,11 FrABeIT AR S B BT © s FLAR
FELEAIRYT AR T LIRS, B AT IS
PRGN 1) 5% B i i R S R U UM OC .
UL, VE R PR B A B AT S B B s N AR R,
H, pCR X PEAR 5 TS FdE Som bl BliGyr oA &
SR o CFL R 98 8 0l B VR 97 i #I2 W & R AR
(2020 Jft ) ) B ICHE 7L MR S &k TR A L DX ek 2
4591 E A pCR(ED ypTO/Tis ypNO) B0, ki Bh ik
J7 eIk 3 pCR By B3, JUH & HER2+ 8 3 U5 L4,
PR A T 40 R A 50 A 1 AR [ R T IR N T 4 A2
JESERAIRTT

EHE T B AT S e B AL R A
Miller - Payne (MP) & 4t . RCB & 4t | Sataloff 5 4t I
AJCC ypTNM 430 145 . Horpr R E W I MP £2%8 . %
RGURHRYT ET R 25 S SRR A 56T 5 B TR
AREAT A, A B A B AT 5 FLR R kR Ay
i JRE %) 20 it = R UEAT PR L 4 G~ G5 54,
Horfr G193 i g 240 L B30 SRR 20 , G2 G0 A it
W0 AN 3 30% , G3 20 40 AL Uik 2 A T 30%~90%
G4 IFE AN /D 3 90% , G5 e JCIR I e 4 i ( Ao i
SR FNREAETE) o HE MP RS ALTETE R BR: , 4nfY
PEAG LM 5 Kb AN T A IR bk L 235 5 Ak 7 s o 24
L 228 JEE AN 1 ) & L P o — 2 TRIME 5 250t 2
A B A R, Hor ) 20 i - R A I A e
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AP AN R . ST L BRI, H AT MP RS
] Bl R rh (o R AR X 2

E PR LIRS UMELLESE RCB RSt . Z R4
T BV LR R & K FR A IR E Bl (mm>xmm ) FR A4
Jed ) A L 288 B (% ) S A 36 T o EGA] (9% ) L BRI bk L 45
MOBORIR (25 5% A B8 1 B KA (mm) o B L34 533
i RS KU A X 4% (www. mdanderson. org / breastcan-
cer_RCB) 4., i 345 RCB $8 55 5 X 1 i RCB 434% .
Hri B 46T IS RCB-0 H1RCB- 1 19 58 % 15 & i, i
b5 IS AIG s RCB- 1 AT RCB- 43 531 3 7 v &5 i 97
TR IZ IR AR Ay, e A 5 R AU 1 o

AJCC 11 ypTNM 43 Ht v] A5 R FAl FL AR Je B i B
I FRCR K S5 , Horb ypT 23 BRI 5k A s 10 i 1 de
KL, ypN F3 AR 5 5% 4% e R i 10 B RO ko ot
b, Iiygg 58 B 1) R e BE | Bz JEk ) A R B A4 b £ &%
B8 H AR (G N LI L 25 32 B) St 2 %) yp TNM
AR . AR ypT .ypN FlypM B EZH A, 1]
W57 4l B AL 7 5 A0 B e 9 A TR 9 AJC.C 43301 41 51
(O~IVHI) o [ BrFL R I 5 U0 4 4 72 ] 1) 45
3 BRI 5 B RCB 43 % A1 yp TNM 4338, {H. 214 19 Fih 2
il R GEXT R — R 1 5 R B DA 45 R A — S, 2t
WA e XU A o

CPS+EG 1143 #1 Neo-Bioscore S 8 5 i) 35 4 Bh 4k
STV R S8 . CPS+EG 343 J& 4% & 98 4 I PR 43 19
(CS) LR HL I (PS) (MER ZR 2 OIRAS (B) (4 i
H 9% (G) 418 1 — AN T 56 a8 SORN 5 225630 1) 7L AR
TN RS0, CPS+EG PE/MTE CPS HERl - An A T
PR S ORISR B A% 43 2, e SR WA PP AG T | TR
Bk B e Bl B AT 5 A v e B N TR S
Bls Ak A y7 55 10 8 43 WA YR . OlympiA BF5E
SASCIA 5% # PENELOPE-B B 5% & 5 1+F PARP 4171 51
L0 F] L TROP-2 ADC 25 4 % vb % Bk by Al
CDK4/6 11 35 R AT PG I 7E /55 52 IRUB: A i A el By
TBYT B RIFSE , 245 ] CPS+EG 14323 0 M & 1
XU B8 07 128 F1 E 22 — o Neo-Bioscore % 4t 1F CPS+EG
PESTHMA T HER2IRZS , AT o A 0 AU 3L AR 98 18
PR TR A TS 432, o TNM 20 1 THC 1
ER+/HER2- 41 i 4% 53 9% 11 9 IF 3K 5] pCR 114 & R
JH Neo-Bioscore 731 58 EAE 3
2,12 HEHBIN AN IGIT WS FE 5 P024 350 & B

B B A3 AT IR IR R M Ki67 K E 5 R UG
FH 320 POETIC F1 ADAPT i 56 #2 /R Ki67 7] fig &
B4R B P A AT YT R AR R A 33 B, 3
T MonarchE if 5% 3125 JL 4 Kio7 #BT {H 1% 2 4 20%,
Horp i A2 & KU A HE h Ki67220% 1 & iDFS 46 %
FEEHRE E . T I, SEE FDA K [ E R 25 5 B
B H JRy (NMPA ) fit o B] DU 78 A B ) 20 W3R 97 T
HR+/HER2-  #k EL&5 BHPE 5 &2 & KUK H. Ki67>20%
{1 S 1 L AR R A By el DL R sy 3
TP T LR e AR Y CDK4/6 $ i 7
PO24 3856 (1) % AR BIF 5% & BB 4 B N 0 WA IR T SR I T
A3 N3 Ki67 ZKOF R ER RS S 4 MR 5 K
AAF B EMC L Ed ZHE IR T X 4405
BOR I J5 57 255 V5 R Ge 0t 44 il B
TG 6 5L (preoperative endocrine prognostic index,
PEPL) (3 1), [Al ISF AR 4 PEPL ¥ 73K P024 #F 5%t (1)
955 10143 H 043 L 1~3 4 =44y 4550 R M 3 i L
RAAFR AT A AR 22 R A 2R
6L, PEPLYE 43 9 TS 7 AE 21031 356 Hh 75 LI A
A BRI Bl N 43 WATR 9T JS PEPI=0 431 &
R4 UAIR T U K TS R AT B A
k7 o (HR(EAHE AR 7E PEPLIT 43, Ki67 1
TN R R 22—, DL H e 4 A A I ik,
Wi PR A T b TR) A IS Bl = A W A AR T (L, R it &
X PEPTRF-43 A4 A S R v Ak 7= A 67 1 20

#&1 PEPIRVIEEHRAE

R B4 RIS :
HR T AL

T4

T1/2 —

T3/4 2.8 3
[\ i

N- — 0

N+ 3.2 3
Ki67

0-2.7% — 0

2.8%-7.3% 13 1

7.4%-19.7% 1.7 1

19.8%-53.1% 22 2

>53.1% 2.9 3
ERARZ(0-2) 2.8 3
Allred #43(3-8) — 0

RFS: o & %17 (Relapse-free survival ) s HR : KUK [t ( Hazard ratio)
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£ F R R T B pCR JMP & 48 \RCB % 4t .
CPS+EG iF 4 % 1F fib 7 1 5L 0w A8 4 B 37 4 B (LT oY
%, PEPL T 2 ¥ A T 1F i 31 48 By 00 20~ 8 36 97 97 2%, DA
FHREHTHTAREEH T TS oM
B AT T E
2.2 FHBIN IR AR
2.2.1 STEPPIT4r  JEZARPAPEZLIR IS 85 40l
TBIT G R PS84 (BT A BB A S TEAR S 5~20 4
WA SR A AE T b 52 R 5 B U, o S R T S8R A
U (subpopulation treatment effect pattern plot, STEPP)
PEAr 2T SOFT AT TEXT wif BE M8 6 B 48 I & 19 il
A BT Al 4 22 FL R R R 1 2 A VT 4 T
FLI8T H o STEPP 3 43 >1.42 43 g vh i 42 R XU
L BUGRAN WA YT, S RS B S T e
il o] S S ek D A R AT RS, L5 A Ak il ) 5
(aromatase inhibitor, AL) B4 B 2 2y 58 #00 fill O b 52
HOFERA R EL D) Re Sl . b, DRI REI A AL
THER T e B, 4Bk ke g BE M , R/l A
W/NT 35 % A 39S B . Rt , STEPP 141
AT PPAR 3 52 A B 5930 L A 10 &2 ke RS, I
MG 50 B N IR T T SN
222 CTS5¥4r  ImIKIAYT 5 4F J5 KUK 43 (clinical
treatment score post-5 years, CTS5 )iE TPl 5 A4 B
WA AR T 45 UG 15 K AR . CTS5 LL ATAC WF5%
F 24 (n=4 735) 81 2, UL BIG 1-98 fiff 5%y 5 1iE
£ (n=6 7T11) B UE , FH LAVEAL ER+Y 48 281 F 48 28 )5
FLAR I B 20 S AR N AR MMA YT T I b e R i K
(distance recurrence, DR) XU . 7E CTS5 WK R T,
HBE I MK DR AU (4.3543 AR, 26 5~104F DR XU
<5%) . DR XU (4.35~5.02 43, %6 5~10 4 DR AU A
5%~10% ) Fl1#E: DR XU (5.02 43 LA I, %5 5~104F DR X
Fr>10%) , 45 5 R BT Y DR %6 550 FR DR % — 2
A I, AT CTSS W4k e fe H s, HL
R A N B HE R N 43 MAIR YT 5 CTS5 PF- 43 AR A
B& B A TRE (<4.35 43 ), 3] DROXURS: AR AR , 13X 38 0 A B
AT EER BN 73 AT B & 104F
223 BCI  FLIRIEFESE (breast cancer index, BCI) &
— LA RT-PCR A B Al ) 2 B A 7 i, 2 H T
T ER+ | bk L 45 1 LR g 00 3 b &2 & KU o F
8@, BCUIR AU (0~5 43 ) 3 B AR i ab 2 &

JRUES: T BCI 7 JAUR: (5.1~10 43 ) 2 B H 5 8 1) i Ak
52 A, HoH ER+(T1-3 ] . pNO 2 N+ H. BCT = 9 5L
it B A Al B N IR T (5 4 ) R AR 4 0
2.24 PAMS50 ROR PAMSOSEXEITZRS(PAMSO0-
based prosigna risk of recurrenc, PAM50 ROR) J& & T
PAMSOAGINFLIRIEAHDCEER B85, TR AR S 10 4E 4
052 R MR AT PE 0, FE A0 {E O 0~100 7 0 H R
PAMS50 ROR ELHICH ORI A FE S I HEAE ] T
FLIRIER SR TS R 78, vl R A B TR AR 4
P T Bt THEERIAYT GBI 5 4F) Ay KU

% XK 3R STEPP ¥ 2 ¥ Al T H M HR+ 8y 48 £ 47
IR B A KRR, CTSS X 4 & 71 A 46 2 & 4L
R B A B R A RIFWTIMEA . BCL,
PAMS50 ROR 7 HR+/HER2- & # # 2 B & 1l & 1,
B A AR R 5 R B N W B AL RE K BT
2. AWM, Bt T ARNEZFELE S0, F4 %
G — M Bh T B, i R 36 57 R B AN SE B
R GARERT ka5 R,
2.3 eIy b s
2.3.1 Oncotype Dx  Oncotype Dx (FL IR J5E 21 FE R K
W) 2 1 €[5 Genomic Health A RIAF A& , i 13 52 4 KU
PF43 (recurrence score, RS) 5 By HR+/HER2- ] F i
I8 B I TR PEAG T AT R (R 2) sl ]
& HHTHE T Oncotype Dx B4 149 M 765 ARE 73 B &4 A7
MR PRI, DR THE B2 B K, 22 BE PRSI 5 245 B Tl
PRIGHLIR 3R, A e T 4 T b oy B T e B R T 7 %8
2.3.2 MammaPrint  MammaPrint (F| 7% 70 & K K
) 230 3k LUK 5 4F N & AR S A R RS 5 R R A T Ak e
o £ 35 1) Bk PR Rk 2 S 0 3 ¢ 70 4> H AR PR, Gx 2
BEP F RS MG AR OC , AR SR 2 R A
A EA RIS . X pNO-13] HR+/HER2-H3
MammaPrint A] B8 7325 5 % i XU FiLE & IR RURE A
. MINDACT mi i P i 5% 1438 3 2 H Adjuvant!
Online v8.0 Ilffi A I3 PR 2 42 1ff 22 i PR XUSS: , H:f Mam-
maPrint 2 K £ 1 5 Adjuvant! Online v8.0 & G ¥/
RAE B AT DU DALY 5 PR I 40 40 W7 Ay 7 1
{18 S5 AR A AR S AT 5 A R 38 A B B XL S AN —
B, A AT A2 AT . e R AR
PRI fe AEL I DR e e 1) S8 3 6 e A7 AT A A5 1 A A
et , 5 FE T AL FE R HEAF AN 95.1% ; pN1 Y AL
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52 RARIRS: £ 5 o, 1232 5 R A% 32 4l Bh AT () R
TCALFE RS A AR A 2, i b v] LA B ALY 7 A 3K 25
i/ . MINDACT WFEH440F 40 43 B ik 8w , <50 % 1Y
BE 25 R Z M BT 19 8 4R J5 o db R
FESRI A 0 25 54 (5.442.8) % , R I 406 25 1 o 353
RIFA T TR, AR YT BB AN IR 25 i A REHERR 5

e 7 B 0 B 5L Iy RE M E 5 . PROMIS fff 5 145
7R, Oncotype Dx Vg K& & H XU I B, 28 Mam-
mapPrint AL 5 21% 09 RS>25 431 B 35 gl 107 M A%
1, 50% 4 RS<25 7P HY B E BT R i, 734 34% B &,
2 MammaPrint ¥ A% J5 7 #3697 7 %8, 29% B {IK
RIS sl A T B R T

%2 ETF Oncotype Dx 155 HR+/HER2-ZL 518 B & H i BIIE TR 5K

)Xot 4 HERREIESy RRENRYT
pNO AT pNT H (1~3 #¢ <645 pT1b/c~T2 . pNO: HELEH B 43 I3R 7 , JC il DAk 7 (TAILORx W5 1)
B K L 4% ) 1 40 28 0 PT3 . pNO: A BN 43 WA YT | AT R B0 & B by 7
LN R pT1-3 pN1AEFERT BN 2330657, Joi i B 1LT7 (RxPONDER #F5E14T)

22643 pT1-3  pNO/pN 1 : 240 B 943 IMIARTT A 5l Bh AT
PO 301 £ 246 22 7 7L Mk <15%% pT1b/e~T2  HEF A B N 7HIBIR YT , JoTi 4l B ALST (TAILORx B 5142
TR pT3: AR ) 9 730 L T RERT B G4 1 g7

16~254 pT1=3 AR M) Y40 IR YT, oA A I AYT GX 28R A ARY T A A3k 45 (AR T Ak 5 2
T th T 2R R HEs2 7™ A i IR S A RO

>264) pT1=3 AR B A SR T AR B LT
PN 1 (1~3 K FH 1 i 264> pT1=3 HEF B A SR YT 06 A B B ALY (ol R A 35 28 48 38 A7 3R 2 J2 75 I v 1 ARy 7 i sk
B 45 ) 14 406 25 1 7L B SIEEE Ve
A

226 4% pT1-3 AR B N I TRYT B G S BfLyT

2.3.3 Recurlndex Recurlndex (28 JEF A ) J&HE T
ME YN HE Y Z2 BE PRI T2 40 5% 18 M R A
10 /> %l B & PR A RS0, IFI565 6 1 i PR 24 P 3R 191
I R85 1Y = ¥ 0 ke B e Mk B A RS, . AT B ST IE S
Recurlndex A DL IX 73 BAA A A B 1S 9 N1 ZL R
IR DR R SRl A2 K ve XU, S8 T AL s VTR AR
J5i CIY (post-mastectomy radiotherapy , PMRT) HH 3K £5 5
X T T1-2N1IMO W 1) FLARJE J 47 Recurlndex Al
NI R G AR JE T SO AR R ARG B T
JEFRT
2.3.4 EPclin  EndoPredict £ Il J& 5 F 3P4 12 H A
FIR) s PR IS DT 23, 5 PR B Ol DR/ B itk EL 28Ik
A58 ) #A45 h EPclin KU DT 43 22 40, DT F5000 2L A 9
I K RS o EPclin PEAT A ARIBTE 4 3.3 43, Epclin PF
SFEBIESE ] T A ER+FLIE B E PR E &
NBE, TR B R fa 4 (EPelin=3.3 40 ) AT AR 5 4l Bh
TIPS N IR YT 47,

% % £ : Oncotype Dx . Mamaprint , Recurlndex #¢
EPclin % 3t 4 7 iF 4 % HR+/HER2- 7 3 9L, I3 )& &
F o B TR H B . Oncotype Dx £ | By NO i &

#, % RS<11 i 7] Z 8 & 7 5 4 RS A 11~25 4
BERE A ZERIATHI S0 WAEFTERR
AT, 2 4 RS>26 4 Bt Z W ALY o Oncotype Dx £
M B N1#I B 3, 4 RS<26 2 B F AR A & 17 SLIEAT
B\ W, 4 20T B AR N4 uh v 9T B b e R AT AT D
R g AR, B FEHRETZ T ENNE
WHEIER B bR RETH R M, (E YRS
=26 4 B 2 PUHH Bh ALY Bk A A 4 W U8 97 o MamaPrint
o TR MILRE K o hm A AR E LR
M ABE, R BT DL A R E RSB R, K
HR+/HER2- ik B & 1~3 8t s K H 2 h & B K
LK 19 B 2 7T B2 F MamaPrint 5 0% & 0, 3F £ 1% K
Ky B #2107 o Recurlndex ¥ 45 % 7L %
T B E BT 7 R KA K A E DR
FIIT B BRI B F EWHKIT . EPclin i 47
TROBERARBEEH LG REHFFAREHY
T B A RSB BIT .
2.4 FEFRREY 0 P FLAR G BhIA T SR s

FLI FL IR AR 3 BT TNM A A 7 e v
J7 , R 25 5 00 7 o0 98 S BIIR YT SR mE (£3~5)
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#3 HR+/HER2-EHZLIREE T TNM 5 SR B G TT R B

A T

[ B (T1aNO/TIbNO)  HEREARJFHHIL A 204 i T ANHERER B AT

1 3H(T1eNO)/
T (N=/N+)/

5 (AT FA) 22 L PRSI 5 vk e

STl R R 3R (T 2000 N 30 52 RSk (AU 000 TR S K AR 22 RE DA D AR S T AR ) 255 0T L I R
DRSO 85 A A7 0 D P 86 9 7 B Al B A 5 i A XS R X8 A 2 42 B AL 86 07, ) 2 BBl e Ay 7 SR

Y ZEH T1I-2NO B 26 28 J5 T1-2NO-1 F % 8 2 BEPIRGIN (L 21 5B 70 FEB (50 FEP L 12 5P H5E W En e M BN
Gy UNRITER G BN ART ; ICE FRTRS Bh N 4309R YT L T 2% el Sl B kg7

TR 25 B 1 v DU £ 387 (pN T B o i PR 36l pN2-3) - 25 15 CDK4/6 41 il 551

A AR TR T SR 0 R TR B AT SRS B N IR YT N B 28 ST I G 2 2 B DRI A R R B P 43k

T
L )

BB T B8 R B PN 0, AR B G AR R A B T R

THR+IW 2B B2 10% 3 ER 6 B PESR 19~99% 1) 5825 41595 23 iayT (R4 T O RS 2% = B FLe i 4

#4 HER2+RHIZLIREE T TNM & HIRYE 7 R BE

itk =2 73 3) YT HETE

[ #(T1a/T1b/T1e)

T (N=/N+)/
M (AT FA)
B LI IE pCR B2 2 T-DMI

T3 R v )

MRS TR RS i D) A7 865 th 22 2k 470 (PH B TCixH)

T T DAY I 2 BRI S A2 BREAATUUHL , I 5 B S AR B B T T AL P I 2 BR
O IDALTT pCR AL A5 I 1 2% BR BB th 22 2k S 5 A 22 2R L dt

B ALY T IBC A I 2 R IR A DA 2 BR ST O, Al pCR B HETE T-DM

"SRR  REET B (T SR (pCR sl pCROMEA AT FHEAA I B ARSZ PRSI BN ALIT o pCRHISE AL T-DM 1 RS Z Bk

®5 BREZAUILEREET TNM S HRE TR

figg =503 I HETE

I W(T1a/T1h) HEAAA i ) 22 VU AL R K 5 PRI 07 28

I #1(T1c) IR IIBA SAZ AT 8, I 5 i i B AT
0 35/ 34

T BT DAL T (R RIS S A2 ST 58 s I 5 B A 07 58 BB B8  BIBR 5 A0 A A1 55 Bt PD-1)

B BIALI TR pCR AT « QURAEHRE B A7 I B B 2258 iR ) Jl 0088, B AR S BIA T s A RAE Bl B Ay 7 B Bk 52
T30 4 TR, 2 5 o BN SRS B AR, BUAT IRk P B b S RO F o3k A7
WA I ALIT IS non-pCR A AHERE & RILE AR S A INAST s BRCA /2 IR R AR, 25 B A it D) S e )

PSRRI A B B AT R BESE SR (pCR B8R pCR)MEATIRY TR AT B R e 2 Y7 BB il B Ay

3 MREAFLBRIEAS G T MK B AR S

3.1 ETAREYI PARP I HIFIHE 0367

3.1.1 [FEHEABEHE [FFEEHABEE (homologous
recombination repair, HRR) /& DNA ¥ 4% W7 24 (double
strand break , DSB) i 1 #1577 =L, HRR & —4&W
Je 24 BRI B AR 5 5 Il %, B BRCAL/2 5,
ATM .BARDI .PALB2 .RAD51D .STK11 F1 TP53 %% HRR
108 %R O i AT A JUR 2R 9 8-, T el 7L MR 2 A XU T
sl i PALB2 S IR 98 A8 #E A 5 e A LR 14 XL

B 2 T ), H = M R R T S 5 PALB2
S AR BTG B2, SR A fE g 0]
TBCRC 048 HIFFT#RZR T PARP A1 70 B Fi7 A A1) B 24534
I ) 5 i 2 R RV R A R S AR Y e RS 1 FL AR
SR TT R, G5 AR S, AL IAFIXT PALB2 R R 58745 ¥
(ORR=82%, 90%CI : 53%~96% ) F| BRCA1/2 1k % %
5 % (ORR=50% , 90%CI : 33%~67% ) 1 14 JT 3 - T
f£, {5 ATM . CHEK2 % H:Ath HRR 3 % AH 5 5E K 28 748
RUR B 7R VBRI 3R 45, 10 75 S8 RAEEA i —

AW
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[ Y5 5 4l 1& & 5k [ (homologous recombination
deficiency, HRD ) i & $5 41 e /K F- 19 HRR B iR 2,
Sl Ay R B S e, H S R ]
HEM PARP#IfI ) 3k 25 . H AT, HRD &l 5% HI NGS J7
e, W ALE PSR 4), B BRCAL/2 5RARIRAS T A
HATEE RSB PEST, BiFk HRD 343 (HRDscore )
HRD P 43— 5 38 2k % 240 i P 50 4% 1 1R 22 A5 PR A A
(single nucleotide polymorphism, SNP) #1746 il A1 i1
A . ST HRR G B LA 40 A 5 I 0 & A
PE 38 2o 1 PRI 753k S5 B AR 440 L HRD 4> [ 1 7
B PEAR TS BBk R, H A n] 2 2% (R R B 4UE 2 G
Il ARSI 5 7 FH & G2 A1 (2021 i) )52,

% R 3R HRD 1 N 28 A & W Ax S 4T
PARP #1 #1 7| 72 I JR B2 A 840 T A2 46 B B, B o1 I
R & 3 Bl oA W 2 R 4 R B HRR 2 H % % ]
I HRD R & , {2 H T iF f HRD 3k 25 09 %% 71 2 4 %
B ¥ LS —FrvE. FLBRE HRD A U A i K R A Y
ARV AT T 3, B R AT B AR A
3.2 FETHREW N IRTT
32.1 ESRI%7F ERA ERa M ERB FIFHE AL, Hp
ESRI j&4ii% ERo 25 B E R o ESRI fi 578 & FLAR
I BE AT IMRIT TN 25 B A IR, SRR
FHOCI ESRT 2875 18 s 35 JL 4% L FHHESE
ESRI 5553 7% 0] 5 BUA J0 MR ZE 0 i A A 3
SR ER VG ILRAE ) %728 7 E B R AE AR IR 2, A X
(ligand binding domain, LBD) , {ii s f & D538G .
Y537S.1L536(Q .S463P I E380Q %5, ESRI 773 1E A $%
RTT B SRR PR MR S5 A T R AR SRR (<3%) (B
e LR R R U R G 42 ALY B ik
AT 5 (209%~50% )53, FELE ESRT 53725 [ 3, N
A3 UAIE T I e e HL Al ATIRYY AT R0O0T AN B4R
ER FH SR At R RETS T 3R 25154 o BBAh, ESRI 2828 FF R
SN CDK4/6 $ il 3597 %% 55, plasmaMATCH fiff 5%
N ALIRITHEIR 2 )5 1 ESRI 2875 H o 1 FH 9 4k =) R
PFS &0, AUAT 2.2 4 151, PADA-1 F 5% % 98 i
N, BV R 0 TR T USRS A — 2R AT IR
FAPE FIG YT 0 ST 3 2R © 2477 ESRT 2878 , Hop fir
PFS AR 11 A H s e 67 o B BRI ESRT 58 7%
BRI R 14.2 S RS T ATEES RAA TS RS
5.7 A H A R i A g R AR )RR S DR P R

A PFSik 11.90 H o PADA-1 582 N FIH etD-
NA ESRI W0 A $& 15 T WA w58, — H & B ctDNA
ESRI 57 W 1E 2 i i R Hiks — 22 ALER & WR AT PG A
T A8 PR A R I A R AT VG RS xR R B —
BTG 238 X, AR H Rl & USRI i K
DL Sl il R BEEAT ESRT 875 Wil , 5 1245 2 A
4 245 1Y PFS FR 4 00 i PR BA — € Ja s . H ETEE X
ESRI 7S TS TEIRTT 250 B0 SATEA TR R, a0
GDC-9545 . Elacestrant . AZD9496 . GDC-0810 %5 17 ik
SERD 25 %) 1F £ I PRAMF 7 K o ik p 570 AR 4 H A i
FEHEN , AR AEZLNR T ot AR rh, Rl ] ESR1 %€
AR TR ] 25904 W] RERHLLE LBD 28748 &/

£ X ER AR IET EER+E K/ B KL R
BAEFREREW BT F B 2T ESRI X B R TR
AMERILBEEAFELTEAEEE N, b
A ,ESRI R4 & ER+JL I8 4k K Mwf 25 e &
EHH 2 — W ETET RWIEAR, MW ESRI ® %
By H AT 7T i N BL4E B B SR A CDK4A/6 30 4% A 36 97
TEF R
3.2.2 PIK3CA 2£7% PI3K jifi i#% 13 4% PIK3CA . AKT1
FIPTEN %53, J& HR+FLRIE T 5 5 UL A 9875 3 4%
T I R A5 N A IR T 2 v AR OG . i
PIK3CA £ 4 Bk HR+ZL 9 T (19 28 22 588 30%~50%,
TR ABE PIK3CA RS 43%~49% , T35 598 %
A T2 3R (E542K 1 ES45K) 8§ 18 i 5% (H1047R) .
PIK3CA 587 RIS AE I & R % I geg v AR ARL, mT A e
it 963 20 R bR A D) K2 1 3% ctDNA, #6107 B 45 PCR B,
NGS. NCCN #5 rg 5 il & I 5% % 0 47 306 A I A )
PIK3CAZ7E , LA AT IRGE . SAFIRO2 BF9E /7
HR+/HER2-M 91 7L B 98 vh #5707 PIK3CA 5372 (1) i 35 Tl
Ja %, Gy ALY 25158 . PALOMA3 B 52 $2 7%
ctDNA {77 PIK3CA 287 11 i 45 OS % PIK3CA ¥ A=
41500 JE T SOLAR-1WF5% , 2019 4E £ [6 FDA
b o4 BT ] S Ak RIS F T N Ry T R 4
285 HR+ HER2- . PIK3CA 975 W 3 5% 5 3% 1 L M
B BIRYT O, BN, AKT-1 9l Capivasertib 1
mTOR FP K AE BE R G N 2 MR YT E AL 25 A H
rh 4 B oK 325, {H 5 PI3K/PTEN 18 % 98 75 5 15
el PALOMA -3 Al MONALEESA -3 #F 58 W & 7~
CDKA4/6 MRS PIK3CA 7RSI e (0263
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4 K FE R PIK3CA 3 Bl % 7% [ 1F 4 Ul ER+3L
FiRE PI3Ko 455 5 M 40 1 71 P33 1 31 97 2 i Rk M AR &
4. IATPCR A 77 3 7T & = K ¥ 4% PIK3CA & %
BR KBV KAZNENRF Fo P & ¥ AAE LS
HHMILIRERE T ELEN ;NGSHN T 12K
TlARE®R, EoREELSNAEFHLEAGFL, TUN
EEBRN T ENKFRESE B ERAE XK
NGS £ 4, 4 PIK3CA .ESRI \HER2 % % 3t [ 5% 4 # |
HH LS R o
323 FGFRIPH meF 40 e A K N7 Z K 1
(fibroblast growth factor receptor 1, FGFR1)J& FGFR &
PR RS0, KA A SR I T Y 1 R
WGz, 2 5K . %I E A T ik
8p12 I, HH17.5%~17.0% HIFLARE B fEAE FGFR 1 i
ik, HESEPI3K/AKT Al RAS/MEK/ERK 15 53 4%
SR WO, N ER B B2 AL, SR 5 DA ME SR K
I8 AR TG ER B SR DI BE , A T BUA I S 1 g
NS IIEIT TR 251040 FGFRI P48 5 55 i il ik 12
SRS B ER 2k DL R AR Y B AR A7 R A
X o MONALEESA-2[55F1 PALOMA-312fiff 57 g 7, i
FIKFGFR1EZ W PFS B . FCFR M2 H arf
FERY IR Z — Wi PRET B 5E 4278 1 FGFR 104 551 4
Lucitanib | Exdafitinib 4 7] 396 55 i 24 it & AzLeeo) . — o
I 3990 R A 5% S 7, 76— 2% P 20 W03 7 AR A 1 A7
FGFR1 A8 5 (£ 0W FH FGFR M il 51 Dovitinib
1 G AR W) A TR AE W HE B2 W] A4 PRSI

£ Z LW FGFR1 T kK 5 5L I0E £ R Tl 5 Fn i
Ak 3 97 T 24 5 YA 2, FGFR1 31 4 71 B A 19 40 W 38
7B I R A B BT IE A PEAT, H 2 HR+4 3 FGFR1
TRFEFRBEEARNET FH,

3.2.4  HABFREY  CDK4/6 1HI 7 0 Z i £
PR H A AE 1 7 20 3 T A R o R 2 — .
bR T LA EARZEY), HATE & B — 2o bn 8 R A 2 A v
77, i PALOMA -3 B 5% 18 /s 5 32 DR AA 78 ) + 3 4 W) B
1697 40 B F W A EL (cell cyele E1, CCNED)
mRNA {5 35 835 PFS 45 /1'%, {H¥E MONALEESA-2
FPALOMA-2 58 A=W s oA vh oK & B CCNEL
F38 5 PES MR OGP o I PR T A 92 7 R A P4 ] A%
N L MR T 20 L 3R U 2] Cyelin D Rb i 36 1
P16 23k , #E0 Cyclin D Rb /& £ 35F1 P16 L A7)

e FH T BN IR A VY FIR YT ZLARE R ), {H PAL-
OMA-1iR56 73 Hr oK &7 P16 Mk £ 3% . CCND1 i £ 3k
B TEPFS L3k 45 22 5 o %t PALOMA-2/3 i 56 (1)
Iy R & BANA 519 H 3 R BAME 23k, R i S fig
UESE Rb 2 38 4R 28 5 WR A P FIE I7 97 R0 OC & 5 X
CCNDI1 R 2543 Fr th 8 7 WR A1 78 A 09 4K 25 5 3R ik
AR TE 00 iy i B (thymidine kinase , TK) i 1
1 A BB A S HR+ZL A i 28 25 CDK4/6 1 il 55197 %4 50
WIS Y o — WG T8 4 B N 20 AR 7 B
WA VY AR T A PR 56 B 7, TK 3 4 Bl 2 R A
VG A o7 FH T S BRI, LS Ki67 ik i B
_ﬁlr&muo

4 R R CDK4/6 M #| | & T HR+FL e B =&
BT , (B2 3 B B ¥ 5t CDK4/6 37 | 7 A R RL,
FLE 2 3 CDKA/6 47 % 71 Uk by BB 2 o 7T b 7= A AR
it 24, CCNE1 &£k Rbik %k TK & 44 7 70 CDK4/6
7 2% A B A, (B 5 S — S R
3.3 EThEYrma T
3.3.1 HER2FJEME HER2iF A2 FLIRE WS &
T 1) A T T A HE B AR A, 25%~30% 1 FL AR
S B HER2 SE Y 1 g 33k, ;XL R B B 2211
I R TS o HER2+ZL MR g 2 Ik R F1AE ) 2 S o M il
RS 2B I . HER2 5 JBu 1 2 48 i 77 40 i 1Y) HER?2
HE DRLARZSTE BN Mo e o A (] — DXl oA [ DX s 20
()22 5, G045 I8 P S5 o A g 1) S S . HER2
SR AR T AR HER2 85 K
RGP RE . AN, TE R — R T e A
HER2 Rk WAFAEAREI S MG, 3 T80T 98 N %5 0] 5
ik, —28 HER2 i 3k Mg R iR )7 ik fE b tn 25 1Y
P HER2 LR IR FE AR , A7 A2 I [A] S5 M, ik $64) 7 25
S B TR AT R RNBEEAH R L2t T
Pt HER2 0L [ 3397 72) . HER2 S FiPEi2 Wibr 8 &
i 2 LR PR 25 2 — < (1)>5% H.<50 % [P i3 240
Jitd FISH 46 1 A HER2+ ; (2)— 3843 i Jgd [X 4k HER2 5
Wk B . 508 HER2 S5 o 4 7L B 968 J8 34 A L
HER2 5 Jou M i 283 {1 RE58 it 2 2k S0 (T-DM1)
WA 22 BREAHTHEA TR 4 BTGB YT pCR AL, Fil 5 1 22
332 HER2{K#iA HER2{K#AJE HER2 5 JF 1
Bz —  7E HR+/HER2- N = Y FL IR B b
PIfFAE HER2 IR A A BRI . REAE HER2 (IR A A
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HER2 AN G5 AFEBYIRTT I M [a]  (H 2 W 2 4
AN TR B A= 2 S AL G DR o B2 e AR LA D) 2
SeME L LG HR+R 10 22 5% HR+ 8% 3 2 0 i B ik
7 5 pCR AU 22 5 T 257F HR H 3 B A A7 22 408
DESTINY -Breast04 fff 3¢ i 7 JC i 78 HR+ 41 i /& 7
4 NHEA, T-DXd 5L g AesF AR L, b (i Jo i e A=
FERAI A I — 1%, L 2L IR 8 5 o e Joe RIS % A1 S
50%'73), &Z ,DESTINY -Breast04 fiff 5% 503 X HER2
FEIE M BRI B T PR . ARSI R R
GeAb iAo BRI 5 N DRS Af F1152 HER2
FIR A, DL RS W 09R9T o B BT — 10T
HER2 ADC 25 %) 7E Ifei R 52 B b A BT R, HER2 465 11
iR 2B HE , LIS 5T HER2 RS IR YT -
333 ERBB2 RN RA  254% w3 B & A7
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2 1 2 B AT 24 N A3 TR T T 24 B BL R 22— o
£ HER S35 8 508 i) 2 Fh — R 4k v, HER2/HER3
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