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FUEES IR YT R R 2R B . AR AR F524K2 (human epidermal
growth factor receptor 2, HER2 ) BIPENE L Btss (B 35 AR ME—S897 Jr %
CDK4/63M 57 () 1L B 8 5 BUG A5 B03E— D4R T, (HA AR 1 ) IR )
Wr 2 AT IR A2 th LR RE RN 25, 17 H A% T CDK4/63 55 & N 73
WAMRTT ISR 8 E B Z AR UERY S5 SR TT T 38 . AR IBIRTT 254 ) 2458 o MECR
ZAK (estrogen receptor, ESR ) {KHfim AR PEISAS FEUMRI IR, Hr i ;430
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( phosphoinositide 3-kinase, PI3K ) /2 Hi[##B ( protein kinase B, AKT ) /MFL
Y ERIAEE R HE T (mammalian target of rapamycin, mTOR ) i A8 A 5
AT BEXT 2 B 0 M T P RGRE YT U . BEAh, CARH s 7R AT K T R
RZGH Y (antibody-drug conjugate, ADC) . HEBEAIRYT I 3 Lo iign
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[ Abstract ] Cyclin-dependent kinase (CDK)4/6 inhibitors plus endocrine therapy represents the standard first-line treatment
for patients with hormone receptor-positive, human epidermal growth factor receptor 2 (HER2)-negative advanced breast cancer.
The introduction of CDK4/6 inhibitors has significantly improved the prognosis of breast cancer patients. However, it has also
brought new clinical challenges, such as disease progression and treatment resistance in many patients. Currently, there is a lack of
standardized subsequent treatment options for patients whose disease progresses after CDK4/6 inhibitor combined with endocrine
therapy. Endocrine therapy resistance can lead to tumor progression through estrogen receptor (ESR)-dependent or ESR-independent
pathways. Novel endocrine agents have the potential to benefit breast cancer patients harboring £SR/ mutations. Patients with
alterations in the phosphoinositide 3-kinase (PI3K)/protein kinase B (AKT)/mammalian target of rapamycin (mTOR) pathway
may be particularly sensitive to targeted inhibitors of this pathway. Furthermore, newly approved or investigational antibody-drug
conjugate (ADC), immunotherapy-based combinations, and novel cell cycle inhibitors have demonstrated promising anti-tumor
activities. Precision medicine-based combination strategies not only expand clinical treatment options but also enable physicians to
make personalized treatment decisions for patients. Biomarker-driven precision therapeutic strategies have emerged as a critical area
of treatment development in the post-CDK4/6 inhibitor era.

[ Key words | Hormone receptor-positive advanced breast cancer; Cyclin-dependent kinase 4 and 6 inhibitor; Precision medicine;

Endocrine therapy; Targeted therapy; Antibody-drug conjugate

L R s 2 4 BR A P v o 3 e v R i
o, MR . AREAERKETZEK
2 (human epidermal growth factor receptor 2,
HER2 ) BAPEZLIE R f i WA R, 4 ER L
JRIEE60%~70% ' o EURT, 2 A 30126 1
PP ( cyclin-dependent kinase, CDK ) 4/64114i]
TR G A 3 MR T 2 TR 52 AR B A G 30 2L s 114
PRifE—ZRIAIT I % . CDKA/641 il 551 3 3 BEL b 41
W JE A NG SRS R, A Rl b A i 2L o
g sE . ZWERPRSE RS, CDK4/6
TR NS IR T AR EE N 20 I B2 97 T (R
BRI R SZ AR FH I /HER 2 1 31 L A 9is R & 1) C
HEREAAFH (progression-free survival, PFS) .
1% CDK4/6 1 il 5736 77 1Y £ 5 45 9K 2% i B
2y, FEPIEIERE . X T CDK4/6M i 711677
Pl BRTCA 2T RS, 40
SORH OC 38 %R S T BT 24 1 Y E AL 2 —,
AL AU I FEE B 240 78 ) SRR 1 (retinoblastoma
gene 1, RBI) K. A E HEL AR
(cyclin E1, CCNEI ) /CCNE2Y 4 }: CDK65
FIRE, BEIRMELEE3-34 ( phosphoinositide
3-kinase, PI3K ) /Z5 4B ( protein kinase B,
AKT) /MiFLah P s e 24 ( mammalian
target of rapamycin, mTOR ) i #%4% % & CDK4/6
PRI 25 1 ) — A EALH], 250% TR Z
PRBAHE/HER2 LA 8 & A7 7EPI3K/AKT/PTEN
Y AR S DR sk BE A ) L TERER ARE

PIK3CAZEAS A 31%~40% , AKTIHEN 2748 %
2)H5%, PTENKENAESFHRA N 5% 2 Ak
G2 IR, A HE R kA LR SR Y
MR TG, Hizol A 5= a2 A
PRI LRI S X 2Rk Iy 20 iG 7
I7aE ) MM EERRZ — Wi, KiEm
PI3K/AKT/mTOR:H #% A CDK4/6 41 il 1] 5 I A
FLBRIEIR YT B O T 1] o

HAr, ©A 20 58EE T PI3K/AKT/
mTORH #4170 ¥ 7 P 2R 52 1A P e 300 2L i
TR, MR SR B/ HER 2 i 1 2L 9
HIFEHEIR T ITRE TR J7 ). 4k, CDK4/641
HlR B LIGIT, HIRGEREYE ME R 2R
7 ( selective estrogen receptor downregulator,
SERD ) 254 Ly {lH5Y) (antibody-drug
conjugate, ADC ) 25455 ¥4 CDK4/641 il 571 Tirf
5 BB WRGIT T BUS B E g . X CDK4/6
PRI 255 e, BTG R LA = AniEs
JPOTEE, HORB L IR YT Fe R BN 15 31 78 53 1
P o A SORE (BT 23 B sk 26 25 Wy i i 52 5t A
11k CDK4/6 M il 37 5 B A€ 1) L RS HE 1297 42
(e =
1 ENATERMASETBREREET AR
1.1 CDK4/64p 4] 7] 5 2.8 57

CDK4/64 il 35 T2 32 AR FH I /HER 2 iR
W FL R Y — 2R dT AT R R E U PFS,
HXF TR 97 2 i Ja 1 18 5 Ak 22 HCDK4/6 1
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HlFE B Reg Rk ANE 2. Hil, ZHptR
I8, FHCDK 4/ 6410 il 351 5 28 36 T7 & BUAS — B0k 4%
wo MIPACEfSE (HfiPFS: 4.6/ vs 4.8
AH, HR=1.11, P=0.62) ") ZPALMIRATF
7% (FPiPFS: 4.2 H vs 3.64~H, HR=0.8,
P=0.21) "L, SRS B, T
MAINTAINAFFE ' WS T PR, 5, B
R T Eb Y 40 b B 25 40 g 2 00 T PFS (5.3
H vs 2.8 H, HR=0.57, P=0.006) . ML#F5E
postMONARCH '/ E— L B4iF T CDK4/6# i 7]
PELIRIT RS, IR A M —ZRIB YT
W BA YT 352 3 CDK4/640 1 30 65 P 40 1k
RITINEE, IT70%I1) B RIS 32 CDK4/641)
WA R =121, 4588, FITPEA
WK SR AE WA LU AR R R 24 1 35 038 T PFS
(6H vs 531 H, HR=0.73, P=0.02) ., B4k
FEA GAPFSHIATES R, [HpostMONARCH
5% H CDK4/6 11l 771 85 28 177 10 446 % 3K 25 42.0.7 4
Ho WA, MEAECDK4/64 ] F76Y7 i
B =124 H 8 (HR=0.70 ) 5<12H K #
# (HR=0.80) #hzifrde—2, HE<12PMHAA
TR IRFE AT S . BLAlh, CDKA/6HM 5] 52k
VAT R #E PIK3CA/AKT1/PTENE RIS S 17 20
HR{E }70.86, il EIEH B (HR=0.73) #f
b, Fssfadlirss . Bkl R R R
BLE— 2P 5T LIRS B 07 12885 & CDK 4/ 6417 i) 551 85
SIS P N

1.2 #4% 8%k T (histone deacetylase,
HDAC ) #p4)5)

PUIE IR 25— AR 2 AR BH 4% /HER 2"
M LIRS S TE T HDACHI I 5], HTTHIACE
WF5E 20 gy A 28 2 1 LRI AR YT 5 R Y
PE SZ IR BAYE/HER2 48 228 i M WL B (2 3, v
IR AIPFS 7440 H , A REFIZH 193,84
H (HR=0.75, P=0.033) . {HH FHFFHEFTRT,
CDK4/63 55 i A &, %WF5E A48 ACDK4/6
TRIRNA TR IR R TR B Ry
HHDACHI I Y7 LA BR, XFCDK4/6411 il
FAIT R B, VE IR R IR 4L B 57 PFS
1%2.0~4.51H .

UTH, — R RS Y SRR TR ik
MR IR T B FERE AR B ST 4A
ATT 1 CDK 4/ 641 il 35 77 2 W %) i 1A 2L o e
BRI S et el B E Y, b
PFSH5.551H (95% CI: 3.02~10.32) . HDAC
T 55 = 25 BBIRYT T AN B T KA

HIBFSE FR I IE
1.3 mTOR#p ) 7

K42 E] (everolimus ) J&=—FmTORH
7, 7E MYPIBOLERO-2WF 5 v, 54K 74 35 HH I
AN AE R 2R W G T IR Z AR
HER2 # # 2L IR 9 2 & W h 7 PFS (7.8 H ws
324, HR=0.45, P<<0.001) "', JLT%HF
FRLER, everolimus & B HLHER S K PE SEH H F
697 RE A Y436 T5 7 O L A4 e 300 2L 8 HR A
SRl , BOLERO-2H5% "' (i A 4E 1] (overall
survival, OS) TEIRYFEH- 55X R4 Z 6] 22 5% o4
eFmE X (31.040H vs 26.67H, HR=0.89,
P=0.14) . ZWFFR AR A ZCDKA/65 5513697
M, IRITEBOEXTRE S HLCR SR s
WIte SR 9 — IR A SRR O R R
M A 55w B A 4 P 9E 48 78 BE AR A i CDK 4/6410
il 700 B R TP R 3R 25 T 0 TR G il A A R
% ("hiPFS: 3.81J1 vs 5.4 J1, HR=1.46,
P=0.013) .
2 $TXPI3K/AKT/PTENER T R EEMNE LS
THER
2.1 PI3K#7H) 7

B[ A w] (alpelisib ) J&—Fp HIRAYPI3Ka
PR RIR], MHISOLAR-1#% 7 &R T
alpelisibHk G s 4E w] B X L S 4E R AR 25 78 N 43
AT I E R ()3 R A2 AR PR/ HER 2 1 A Lo
BT, TEHEAT PIK3CAR S A,
S PFS I E LR (i PFS: 11.041H vs
571 H, HR=0.65, P<<0.001) , {HZCDK4/6
MG ABER D ((N5.3% ) o T )3
BYLievefff5t 1*' 1, CDK4/63NHIFIBE AT 1k
R I57] ( aromatase inhibitor, Al) V497 )5 ik
HAEH PIK3CAZRAS A, ffi Falpelisib & 91
A/ BRI R R PFS M8 H o I THREAR R
JIN, AT B RREAS 1 T AR5 RS2 o

I PRATITZE ) Bl B, R PI3K
CDK4/6 M 2 32 /& (estrogen receptor,
ESR) 3%, nlREr= AL PpIRIZLN; . IR FI €
(inavolisib ) f&—FHr BB LEMEPIIK o il 71,
MMHINAVO 120858 *° 4522 T inavolisib+9H 2 vl
FHE -+ R T 75 R X6 L 360 2 ) + R A VR 47 B
A TE R B A3 0367 1 1R 53 7 45 U 4R Y
POt el 2 R B, TR, 2K
G TR T B E K T PFS (P {iPFS:
15.00H vs 7.37H, HR=0.43, P<0.000 1) ,
OSHEUHETF A, Z2HA T BRI K (HS
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KVE, =3 WA R A4 Hh P 40 i s
E (80.2% ) i HE (5.6% ) . HERELE
4 (5.6%) . IE¥5 (3.7%) %, INAVO120
T 32 BT X 5 B N 43 IR P T 25 B AR, &
CDKA4/6 il FG 7 B4 1 LB R 1.2%, AT
It = CDKA/6 Wil 536 7 2 WUE # B . s
CDK4/641 il 7] 76 4 A ZL A s 5l Bh s Ak va T 7 v i)
AHARSAE AR A, INAVO 120015835 H A 3k
tEHRE AR Z BIBR G . A, HAESRRY
J7 e G148 FH 25 [R]85 — 42 FH CDK4/6 41 il
F, TZF Binavolisib, EAER R R Ay
fIPFS2) . ZZ R R H] 3 558 i ) — 24
S WIEN Pig &N
2.2 AKTHp%) 7
EWMRZREMN IR EEE T, &4
—ECDKA4/6 8 i i 7 i J B H A FEAKT
WA S, AKT/EPI3K/AKT/PTENGHE % 1y
O B D0 3 AKTH I H R a 288 2
(capivasertib ) AJ | 3F[A] TAIAKT1/2/3 ) F
WmTORZE 1, M PR 46 £ Sam g 1)
1M P13 KA i 71 7T B8 P52 1 i 22 2 2R 1 g
( receptor tyrosine kinase, RTK ) HHiiG, X
AKTIZEZE MR B ATRAL A mTORA il
FULIPHImTORCL, ARV I mTORC24/; ] il
HEOEAK TS EGEETE L
MHIFAKTIONGMESE 3% %4 3 0
capivasertibl & #4E 7] B 5 9 4E W] HE S 25 40 L
Al g E P EPFS (FP{ZPFS: 10.34H vs 4.84
H, HR=0.58, P=0.004 4) . FfiJ5JT @M
CAPItello-29 185%™ 4 A T 69%3%32 i CDK4/6
PHIFNEIT I, 45 EIR, capivasertibik
A R E E) B B OGE T B MARYT (intention-to-
treat, ITT) ABPFS ( f{iPFS: 7.2 H
vs 3.6 H, HR=0.60, P<<0.001) ; PIK3CA/
AKTI1/PTENKEH ZE 5 7 2 Y PF S I 35 3K 25
( FHIPFS: 7.3 H vs 3.1 H, HR=0.50,
P <0.001) , HEMESITERLEN,
PIK3CA. AKTI. PTENWLEAER WL F, PFS
e (HR=0.51. 0.51, 0.43) 2H M, #
7~ capivasertibl 5 FAE B IR T IS 0] 75 35 %
WAT 2 —FWPIK3CA . AKTI. PTENJ:PRZS By
BERER, AR EE WG UGS, LA, X
CDK4/64 i It 25 W /%, capivasertibfT 35
WEFECDKA/6I I FIIGIT R TEE, TTitiayr it
KEB#EL129H, capivasertibif Jr 24— Uik
%5 o % capivasertibfk A 4E A FEIARYT 0 ABE

KT SZ Ve RAF, FE DG AAS RSO T =39%
e IR 58 1) 6 A R 000 h 2.3 % F12.0%,
AN RS BURF 2534 13% 2 0 JET I
s, EEEMZME )R (Food and Drug
Administration, FDA ) Ht#fE T capivasertibk 5 5
AE R RS TAFAE —Fh e Z R PIK3CA/AKTI/PTEN
BEPA S S i WS FL IR SR o IR T IR G A
)36 97 F T CDK4/6 40 57015 97 i < 2 i 9 2L,
JhiE A BRI S R

7E 5L A D SR mg b, —ARIF (next-
generation sequencing, NGS ) $ AR LI H &l &7 |
A —UCPE A A 2 B S 458 0 MR RS 5
AR W N (A XV WEN TR 5 S P2 VNG BN </ EP N (7
Mipanel ¥4 H 35 T PIK3CA . AKTIFE 5 7%
IS PTENYGHEAS 5 ) . CAPItello-29 185 !
3 FHNGSHK I, 7 55 PIK3CA/AKTI/PTENF: A
33 SN, LU B PTENSR I RE Bk
10 R HE RS DR Al A Bk SR S, O R
A R AR 4 o A NGSANA] S, 55 B S

( polymerase chain reaction, PCR ) AR [FIFEAL
B, ATREMEINGSH —F AR T B, Jidh,
% EE AR IAEM 4% ( National Comprehensive
Cancer Network, NCCN) #5877 | &[5 B
Ji2#4> ( American Society of Clinical Oncology,
ASCO ) H515 ) FIRIHN fehig R4 ( European
Society for Medical Oncology, ESMO ) #5F4 )
Py SO ER AR B PEZ U R TR IS W e R g
I3 I35 46 £ MEA T PIK3CA/AK T/PTEN M % 3 [H 43
B, IS A AT 4R AR A 2 2R A LA TA 2 W A
A= ARSI o 255 e 20 SRR A A ] S
P 5 2% SR AR I TR B A 2H 2L s 2R
TEFAFHLREA, WARTERE [ T DNA

( circulating tumor DNA, ctDNA ) %5 | th2—Fh
AT R AR, TR A 25 SR B R I 5 4 b 52
LI
3 HARSERDZ5#)

1 W 2L IR 9 BB TR ESR 158 A8 B % Gk
30%~40% ¥, ESRIJE TGRS, &
CDKA4/6HI I A AT 25 HLA 2 — ) 15
G SERDZG Py i il B T SERESRIZEAE '), {1
ZRRTHANBALGS 2HR, A EED
e Rl P SR SELEAE 781 1 IRSERDZ5 ),
MFRESRIZGZZZAMGIF, AWAIHE &, A%
PE— R ESR IS AR UK Bl R AR 28 0 o Xt
CDKA4/6 M il 1697 )5 3 J& G IF ESR 1572 1 i
. e HIRSERDZS e & BERIRY T I %
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Tab.1 Endocrine therapy combined with targeted therapy in the post-CDK4/6 inhibitor era

Drug Trial name Trial design Pr1'or .CPK4/6 Median PFS Reference
inhibitor

Continuing CDK4/6 inhibitor ~ postMONARCH Phase [ll, =368, 100.0% 6.0 months vs 5.3 months, [19]
abemaciclib+fulvestrant vs HR=0.73, P=0.02
placebo+fulvestrant

mTORI everolimus BOLERO-2 Phase I, n=724, 0.0% 7.8 months vs 3.2 months, [42]
everolimus+exemestane vs HR=0.45, P<<0.000 1
placebo+exemestane

HDACi chidamide ACE Phase 1T, n=356, 0.0% 7.4 months vs 3.8 months, [20]
chidamide+exemestane vs HR=0.75, P=0.033
placebot+exemestane

NCTO05411380  Phase II, n=43, 100.0% 5.55 months [24]

chidamide+metronomic
capecitabine and endocrine
therapy

PI3Ki alpelisib SOLAR-1 Phase T, =572 (PIK3CA mutant 5.9% PIK3CA mutant: 11.0 [27]
n=341), fulvestrant+alpelisib vs months vs 5.7 months,
placebo+fulvestrant HR=0.65, P<<0.001

PI3Ki inavolisib INAVO120 Phase I, n=325, fulvestrant 1.2% 15.0 months vs 7.3 months, [30]
+palbociclib+inavolisib vs HR=0.43, P<<0.000 1
fulvestrant+palbociclib+placebo

AKTi capivasertib CAPItello-291  Phase I, =708 (AKT 69.0% ITT: 7.2 months vs 3.6 [35]

pathway-altered: 41%),
fulvestrant+capivasertib vs
fulvestrant +placebo

months, HR=0.6,
P<0.001; AKT pathway-
altered: 7.3 months vs

3.1 months, HR=0.5,
P<<0.001

3.1 X353 # (elacestrant ) P <0.001) , ZEITTAGET ) R BUAS B 22 T i

Elacestrant/& 2f — >3k 15 3 E FD AL #E R
fRSERDZj ¥y, MIAEMERALDHIGY ¥ T
elacestrant .25 SARIE R 0 IR YT FEE I ESR %L
Jges T AL, R Y O BEAE 4532 CDK4/6 41
TR A ATEl S AE R REIR T I B F R Y JR 3
ZEL IR, elacestrantii 5 203% | A& A9 7 PFS

( "FZPFS: 27910 H vs 1.91H, HR=0.697,

P=0.001 8) . X TESRIFENH AL B H IR M2 F)
WEMPESEE (HAIPFS: 3.781MH vs 1.874
A, HR=0.546, P=0.000 5) . #TIE5HE, =
EFDAIL#E T elacestrant ] T6)7 BE A1 & /0457
i VRPN 43 WMA T I g E S I ESR 158 ESR '/
HER2 Wl al i A LR AR

3.2 Imlunestrant

Imlunestranty&— A 1 IRSERDZ54y, I
HIEMBER-3F5F 1) 3¥4k T imlunestrant .25 +
Ba] D178 1) sl o P9 43 A B 2] (AR VG S 4H /9L 4E F]
) IRI7 32 0L 43 W6 7 1 e 30 L R e R
TP RO 4, Hidh59.8% 1 i 5 BR A 2 it
CDK4/64MIFHNGSY, SFRUEN W67 7 %M
I, imlunestrant®i25 i & 0035 | ESRIZE S NFERY
PFS ( F{iiPFS: 5.5 H vs 3.8 H, HR=0.63,

M RO (P IPFS: 5.6 H vs 55401,
HR=0.87, P=0.012) . M4}, imlunestrantik&
By D1 PG A1 AH Feimlunestrant B 25 A7 i F o E T
ITT ABERIPFS ( H{iPFS: 9.4 H vs 5.50H,
HR=0.57, P<<0.001) , WA/ HrigR g2 &
PEAESRIZZAER B, s aH SITT AR Er
—
3.3 Camizestrant

Camizestrantj& % —f O JRSERDZ5¥), 7E
I P R ASS 50 v 26 B B 0 bR o e 10
SERENA-2HF5F *° 344 T camizestrant B 25 %) Lt
AL RIREITRL, WIS ALLI A 2950% T
HeZ ik CDKA/6 MG, FEITT AR, 5
BRI AN, 75 mg camizestrant ( H1{/ PFS:
7.2~H vs 3.7 H, HR=0.58, P=0.012) F1150
mg camizestrant ( P/ PFS: 7.7 H vs 3.71-H,
HR=0.67, P=0.016) ¥J7] i 2 3% PFS, R4
1 WV 2H M ESR 15875 5% B A= UV 2 ' camizestrant
PIAS — B PFSHk 4t o RS IR,
camizestrantZE I ESR 1 7 I T F 4k =) 4,
TEESR 1575 ctDNAJK V- FEAIK = 50% 1 £ 35
camizestrant/¥) P PFSIA11. 140 A o BRI &
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camizestrant¥Jfif 57 R4, 5 WA KW A 5652
FO st 2% (13.6% ) FILSEREDRT (18.4% ) 4.

XS 58 E— A B A T X 86 1 iR SERDTE
ESRIZAL | W R Z AR MHEFLE P ER . K
K W WF I B XTESR I 9878 | R 2R BH M 3L
JIRJRE, R O IRSERD -5 H:Ath B 55 10 1 771 ) 16
A, WTPAMIE #& 1 il 771 A1 CDK 4/6 30 il 71) 1) 15 2

s
4 ADCERS AT TGN R 58T
it R

4.1 $=EHER265ADC

il Z 2R Pt (trastuzumab deruxtecan,
T-DXd ) & —F#[iHER2ADC, DESTINY-
Breast04 W57 ') 4R T T-DXd 5 BE T e % 4 £k
S AEAS AT VI Bkl i RS PEHER IR 22 iA FL IR H
TR, AZHAL A 70% R FH i CDK 4/6410
WA B, S5R BN, WMEZEBMEA
#rh, T-DXAA] & & 8 PFS (1 {PFS: 10.1
A vs 5.4 H, HR=0.51, P<<0.001) FIOS
(Hi0S: 23.91MH vs 17.57H, HR=0.64,
P=0.003) . T-DXdH HAbIT 4 &A1 =384
JP AN R R A, kAR50 52.6% Al
67.4%. 5T DESTINY-Breast04fF5% 5 i HYI 75K
Szt T-DXAIRAUAH TR Az 1 b yr i i
HHHER2IC R IAFL AR 3% . DESTINY-Breast06
WFgE 2 AR R T T-DXATE N 43 WA 7 T 25 F) e
HIHER 2K % 1A B HER 288 11 ¢ 34 7L A8 H o
BN, BESE A T BRAE452 = 2R N IR
I B MR VA Y7 B CDKA/6 3 I 77 B 4 1 70 A
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TR . FEMER IR E T,
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WA RIBTHER2 ADCIEAL T & BB, A 27E
KA M R IGT T SR HE T AR et %
4.2 ¥ewyiZictaie gk @ iu/R2 (trophoblast cell
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A TROP25; Mg 241 38 58 Mo A= 28 AH0C, 7RI
AR/ HER FLIE A ) Iz s T
RV ZERHAHT (sacituzumab govitecan, SG) #&
—Fhi ) TROP2AJADC ., I TROPiICS-021F

5 UV PR T SGIE M IBIAIT TN . AR
PE/HER2 M0 7L i 8 rh ik, R B
i 2D 1R N 70 WG YT 5 CDKA/64 il 511557 LA
K R L inibyy . 5 EImSEEE AT AR L,
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Datopotamab deruxtecan ( Dato-DXd ) J&
A —FEL [ TROP2IJADC, [ HTROPION-
PanTumor0155¢ 1% ¥F4% T Dato-DXd7E BEA: 4
3 2 4R I6Y7 BESR /HER2 R M FL IR 6 2 3%
TR, H95% 1 B 3 ME T #:5Z i CDK4/6
MHRFNAETY, 459 88, Dato-DXARYIG K37
2 (clinical benefit rate, CBR) H41%., I
TROPION-Breast0155% "’ i# — 5 [t 45 T Dato-
DXd-5 B £E 1 10T 7 76 P9 0 iiay T R I B 57
id— . AT IR Z R BIYE/HER2 S5 A5
B B E IR, 453 R, Dato-DXdS5kS7
AHE BB SERK T B PFS (R PFS: 6.9 H
vs 4.9 H, HR=0.63, P<<0.000 1) , 3%Vl |
AR % A R (20.8% vs 44.7% ) , 3~4
Gy P VR A A ) e SRR R B (1%
vs 31% ) o FEHEEEBSIHF, Dato-DXAAJTTAL
SRk NBE—3, Hhe & LK PFS (811
H vs 424H, HR=0.54, P=0.0329) "'
bk, —ZRFIFHAITROP2 ADCIETEMFSH, 25
Vb2 PR BB E AR TR YT IR — B FL R
T 80 R 52 U BH I L R g 40U, 7 BV R PR
5kt FHFFERBE, [RIFFESG401 ., SHR-A1921%5
TROP2 ADCJRTENT KRR rh, PS5 1% 40
AT R L
43 HA¥e E4yADC

B THER2MITROP2, B LN AADC
IETE B R 2 R P AEFL IR TR AT R R
Patritumab Deruxtecan ( HER3-DXd ) &—FP¥t
HER3 ADC, [I#J¥# ICARUS-BREASTOI1Hf
53 195 i %, HER3-DXA7EZ CDK4/63H 7134
¥7 IE R A ) BB B s LA I R S A K
P, AIPFSHI.44H o Bbalh, i Nectin-4/9
enfortumab vedotin S 4 [r] LIV-191adiratuzumab
vedotinE 4 K 32 P FLIRE 9 IR R IE 7R
PR TF v 67
5 REBKSETARNER

TE 43 52 U BH P 300 7L B 8 OB A B IR T
1, KEYNOTE-756H5¢ "’ flCheckMate 7FLAF
GOV IEOR, TEARTT BSLRE 1T S e A
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0071500 AT I S AR A R A S B L LR AR
FHHWUG . ERATATTE 7 SR, ADCHRFE
FET-#E -1 (programmed death-1, PD-1) #i]
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PE/HER2 W 301 2L i £ b A4 BAOR 22 2 1k
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Wity Hrh76.9%ME1E #2575 CDK4/64M il 5116
J7, SRR, KSR HSGH AR
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017
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L CDKA/63MHI R TT R MY Jr 2 /B, ITT K
ESRIZAE NFERY i PFS A3 33,7157 H .
TR IbITFSE (7 i, vepdegestrantlE A R
VY FI7ECDK A4/ 640 i 7l it 25 H b 7 36 97 2 80Ch
DU, A PFSIA LI A . 2
VERITACR SIBFFE IEFEHEATERLZY | Bk5 CDK4/6
IR, AT AR B A A2ty 7 b Y

AR, BB ESRAHI AL N 43U ia T 259 ik
PEVEME R Z RN 457 (selective estrogen
receptor covalent antagonist, SERCA ) H3B-6545
T 5E A MR 2 AP (complete estrogen
receptor antagonist, CERAN ) palazestrant 7S]
C e i RAR 2 490 20 e B e Ik e 4% A o
KAT6 A ] 551 J2— e o) R W 35 %~ 00 HE A 1Y)
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FNAIT . BRAEIRST I SR b i 280y — i
HARAF TR PES 10740 H BB G . 2 R8T
T £ P CDK 2 A1 CDK A4 57 1 78 W IF % <
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