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Advances in anti-HER2 targeted therapy for HER2—positive breast cancer™

XIANG Hongyu, LIU Yinhua
(Department of Thyroid and Breast surgery, Peking University First Hospital, Betjing, 100034, China)

Abstract: Breast cancer has become the most common malignant tumor in the world. Among them, human epidermal
growth factor receptor 2 (HER2)—positive breast cancer accounts for 15%-20%. It is highly malignant and easy to relapse
and metastasis in a short time, and is considered as one of the most aggressive types of breast cancer. But with the advent of
anti-HER2~-targeting drugs, survival has been improved significantly in HER2—positive patients. At present, common anti—
HER2 drugs include monoclonal antibodies, tyrosine kinase inhibitors (TKIs) and antique—drug conjugates (ADCs). In
terms of treatment options, trastuzumab combined with chemotherapy is the basis for the treatment of HER2—positive breast
cancer. Early stage patients with high risk factors can further strengthen targeted therapy to improve prognosis, while ad-
vanced patients need to rationally select the appropriate strategy of targeted therapy according to different conditions to
achieve longer survival.
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JRRRE) T WS . HET, s AT At 2 Bk st
T 22 R BB (LA fag A e XU ) 1677 7Y HER2
BH P 40 2L B8 B 1Y) 5 A AR A7 2 90% , 1 391 5
B A (progression—free survival, PFS)
Tt AT (overall survival , OS) g I FE K4

Il PR L8 WL 4T HER2 VAT 25 ) T 2446 =K
RO R TR T REUIAZE , DL % 2k i
AR 5 B 2 Ry T = TR VK 41 1 57 (tyrosine k-
nase inhibitors, TKIs) , W7 0AEE JE | k& 25 Je 55 5 45
NP Y BE ) (antibody—drug conjugates,,
ADCs) , 1 $8 i) i S PE BT 5L 1 S8 e BE HUAR AN 93 1
A0 i 2y M, LU S th 2 BR BT AR . A
SCIRNER T HER2 BH 7L AR 8 S8 5 D0 HER2 3677 Bl
PR FE HE R , 255 BUAT e PR UESE , 70 A H A5 A9 T 5
PR K Tl 8 B AL LA A 4 1 e R P 24 S Ak 2
A

1 HER2[HMRHAZLBRE

1.1 FEEERYT

HER2 FH 1 L 8 A8 5 7 4 5208l iRy 7 s
5 B9 B 5¢ 4 2% fi# (pathological complete response,
pCR) B R U I TR 15 pCR 45 . HER2 [
P LRI B e 2 R TR A BRI, Wl LIRS AR A
GHUE R R SR RAHER S E X,
(7 Fof o T A6 2 ) K E P B B RS H R L
o i PR b i 2 2 LI 2 YT 48 e Ao R R s
FLIRMRE 7 20 f0 11 PR 552 B A8 1 S HEFF R =2 om B
Ak EL 255 B 1 HER2 BH P 7L s 58 o 32 AR i
LRI

ith 2 Bk e — M B SO REHUIRZR 250 L fEfE 5
A S HER2 25 3 IV X & A e S PR 45 &, 3 [7)
VR R IR 18, BELIT T 7 15 51 i A% 5, AT
RAFPUMIRAE S . NOAH®F 78 B KRR T ih
RGBT BIG T T e SR R it %
BREGTIRA LT B R = T HER2 B, B A
B pCR 2 (43% vs. 22%, P<0.001) .5 4F T 51 77
(event—free survival , EFS)# (HR=0.64, P=0.016) }% 5
A AR (HR=0.66, P=0.055)

I 2% 2R BT DX 3 T il = BR BT, 5 HER2 Jf 4
iR BRI X454, 3 U R AR L [ 6 HER2 #5
Az AR — Ak, it — 2D B W T AR 0 i 1%
T, AP HER2 S 7 RE— 2P 138 . NeoSphere ff
FE R T BRSO S AT 7R HER2 P FL AR

BB B BIE T T T AL, A5 R WOR s 2 T4
FEWEA MR IE T 19 B3 pCR 2 10 2% 15 T A
XTREZH, BEE 1 A SRR YR YT 7E HER2 A4 2L o6
B EG T RAHLAL . PEONY BFSE W 2EAY T 3F P
NAE 4232 il e U BC 5 22 P4t B8 7 5 4 B i 7 v
(Y7 RORN 2 4 45 5 R | G 41 pCR 24 Xt
2H 5 R 5 (39.3% vs. 21.8%, P=0.001) , H.1H £ i)
JEEAN RS R AR T 2 57 (10.1% vs. 8.2%) o
TRYPHAENA fiff 58" 3 — B ¥R 2 T il i AU I 5
AN TRAST J7 S 7 5101 F LR T 07 A D6 o7 Hh 1 22 4
PERUA R, 45 R o, i SRR A & EAH R s
AT ALY I 235 8] T AR, [F B0
JUE 2 AR ARRL, BEAE T 22 V0 AL R A i X
BEYRYT 7 ZAF HER2 B FL MR B Bhig 7 vh i —
L7 . TRAIN-2 W78 585 R R, & B R 5 R
IS O REA I AU IG YT HER2 [
P L IR 98 19 pCR R AL (67% vs. 68%, P=0.95) , {H
AT I AT T R B TR R A
A FRUR B UE 22 P4 A8 in-R A A oSSR T
S AT VE S HER2 BH 1 ZL RR 98 3 il B va J7 19 8 ik
ED

I e SRR I 5 Ak 7 A HER2 BHPE LR S 6
HBNIGTT WIARIE T S 40, /Nar - TKI S 254 At 22
PRI BA B[R]0 e 8 15 2, B A% B2 w5 B i
IBITIT R HEMERR JE S — B /N o 1% 2 TR Vil e 411
7R, R e 2 | R e T 40 P R G T
gEA A HER1 AT HER2, BH 1 HER 2% [l 5% I —
SRARTE B, DT I3 AP 12 £ R BEL BT 90t 475 - B 1)
B o NeoALTTO 356" % b 1 Bl 22k PP M FribA
B A by Fn s gl il 2 2k PR pT R A ALY T 7F HER2
BRI LR B A B T i T R 2 = A R
7N BRA 25410 pCR 200 25 5 T b ol A ity 222 2k
BT 2H (51.3% vs. 29.5%, P<0.01) . B ARAE R W7
RhE BN R 4 HAE R B U TG 25 411 3 4F
EFS 38 %} 21 6 W % 48 7+ (HR=0.78, 95% ClI:
0.47~1.28,P=0.33) . 7EOS )7, BiZH (R H I 3 3
2 5% (HR=0.62,95% CI:0.30~1.25, P=0.19) , Nl 1%
B — M E P IRIZ EGFR 2R 1R ik it 47 11 55
fEAS AT 36 4] HER1(EGFR) \HER2 1 HER4 [
T BRI JE I S A, X S B4 9 46 4
ANu] 3, AT ] B S L A ] R A2 K . PHEDRA
WFFE TR T ML e 56 A il 22 2R bt 78 HER2 [H
PEFLRR R A BRI 45 R o, S it 2
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TR BTN Z2 VU b SEIA YT LA LL , g R JE Bk A i 2
Tk BT 0 Z2 04 A FE A 97 4L BR pCR R g K 4R T
(41% vs. 22%, P<0.001) , Fi- U SE K/ T B A 1)
S BIVAYT 7 5 Y HER2 PP 5L 2L I R
HRAR LS

e ARG A Y7 B JERE - HER2 PHE 2L AR 8
BEIER B R WA ASWIEE T . Neo-
Sphere ffF 52 i A5 — 41 B (n=96) 7€ 1 4l BB IT
B B AN 2 32 Bl i il A SRR YA T, S A S i AL R
BAEHEZ 4 AWIAIT IG5 pCR F AL N 18%., PHER-
Gain fff 55" R R T 5 T IE H 7 & SR 2 1%
(positron emission tomography, PET) 4% R4 HER2
BE P LR R X YR T I R, DA i S 8 Stk
JPEMG R AT . BFSE 9N A T 356 4] HER2 PHAE |
I ~TLA iR YE  nT FAR B 2= /D —4k PET i] PEMy
S kb L SR BEATL A3 L 22 A A1 (il Z2 2R B+
A2 2R BT+ 2 VA FE+ R0, TChHP Jr 238, 71 51]) A0
B2 (i 22 BR BT+ 00 Z 2R SRR A BORER G N 40
1RY7, 285 B1)) 5 FE 43 WA RLE N 2 JEIIR YT 5 452
PET ## , #5 PET 45 5 W /R XA 7 A8 R 2 W) 4k 25 4%
R TTZIRYT 6 SR, 5 45 R O TC I 2 T ek
3% 6 AR TChHP 77 23697 s T ARG , B4 PET 24
RBRAE VA ARIER pCR BB F 2T 6 JHIWHY
TChHP J5 WA BIGIT o AR5 R Bon , 2 G
J7 J5 B2 PET K A i 2% % 0 80% , 6 JH 13397 5 B4H.
B pCRFE N 38%. R H BALBEA 113 %ik
IF B 3 4 TG AR 28 1k 95 i A 1F (invasive disease—
free survival , iDFS) %4 94.8%(95% CI : 91.4~97.1) .
AR GEIRE T LER WA 7 W B 16 1 XU HER2
PH A 2L BRI 8 (0 LA S Ak T I mT AT 7% | J& HER2
FHE 2L B8 e A B T v 1 S e P e
1.2 HENAYT

NSABP B-31 5% 5 NCCTG N9831 #F 5% 14 A%
R T M Z BB /E HER2 PR L 3L IR AR i
BIT PN BRI A T 258 L B+ A B e 7
TR IR G 5 ARG M2 2R 0y R BIG T
HER?2 BAPE A LRI (07 R 28 4 45 SR iR
A ih Z 2k s Al 5 sl r 4L AH B, 10 4 DFS 4
Xt 3k 25 M 11.5% (HR=0.60, 95% CI: 0.53~0.68, P<
0.001) , OS 4 Xt 3K %5 ik 8.8% (HR=0.63, 95% CI :
0.54~0.73,P<0.001) 2"

HERA W52 85 5 BR , 5 R 5Z ¥ iR Y7 1)
BE M, R JE 32 M Z 2R ST Bh iR T AR
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HER2 BH M1 2L AR A, DFS S OS 3447 B fd 2l
3% (84 DFS: HR=0.76, P<0.001 ; 8 4F 0S: HR=0.76, P
<0.001) . [A]E, i Z 2R PHT R BGIT 14E4 5 245
HAHEE TR 24, {H 2 4R 4 O E 4 e Hof A [ 3
A By, DR e o T i 22 R BB AR B IR bR
HEIRIT IR R 14F

BCIRG 006 W78 't —25 LB i T ARl T
J5 ZE WA M A YT O HER2 PR S S v (1997
. GEH BN, 52 AC-TH 5 TChH J7 R & Bhikyy
(1) 8 7E DFS J 0S J7 1 22 5 ¥ e g 127 5 L (54
DFS: 84% vs. 81%, 5 4F 0S:92% vs. 91%) , ¥ it T
AC-T 5 % (H4552 TCoH Jr R FH LR OIEA R
HOPEHE >, K, AC-TH K TChH J7 2 ¥ %% N
HME R RN HER2 BHPE 01 2L M8 i Bla o7 (1
HEHE,

A 22 Bk BT (R] 5, FEAE HER2 BH 4 2L 0 o il
AT R M A SIS . AFFE 45 R Won, S
JFH il Z- 2R S BUA B, BR IPDBURE 3697 26 RS i R0
HER2 FH 4 7L BR g 5 19 iDFS [ AIK 19% (HR=0.81,
95% CI:0.66~1.00, P=0.045) , ¥ 5 S I 55 bk £ 2% B
PERRE AR 25 50 .

XT3 B i B YT AR BE kAT pCR A HER2 FH
P LR AR B BIIR T T N ADC 225 R 3R
5o B FE il Bk T (rastuzumab emtansine, T—
DM1)J& ADC 25254 , okt it 22 3k ot 55 HoA 41 i
B A G M 77 DM LARESE A0 Ak 2 A (B, 1k
F) S e % M5 HER2 BH ME e 40 M i H 9™ .
KATHERINE i 55 2 H g0 A T 17 R A2 BB A il 2 2k
PABUHT AT RIS pCR R, HLAE T-DM1 i ih
ZER PR B R VAT T AL S5 R R, T-DMI1
ZH /) iDFS {2 = T il 2 Bk Bt 41 (HR=0.50, 95%
CI:0.39~0.64,P<0.01) , $& 7~ 8237 M 2Z Bk BT84 By
JBITARBEARTS pCR B, AR FH T-DM LA BhiadT
HCE UG o H T A SCRR 36 7 76 3 4 BG T B
B 2B Wit I, BRI TCIG AR5 45 SRAIE SL 4 A7
Hl P SUHE BT il Bh IR Y7 AR 3K pCR A9 Rt T LA T
DM1 Hh3k45 . ZREE] S5 T-DMI1 AL, thbr S yA 7
A Y R R e R A O T 32
U 8 Bh A 3K pCR (1 /83, B AR I7 RO 7 Al
S FNZE 55 R 255 2 07 255 7% 08, e A~ IR Akih
J7 M

INGR T TKI 26 25 )52 HER2 FH 2L AR g8 5 5 AR
Je R ALIR T B ) — Fh RS . ExteNET AR R T
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11 ~ T 39 HER2 B4 7L 8 o 7 4 52 h 2 2R e
W BhIRYT S5 2 4E IR SRR R BRI 14
BSR4 4k, 5 R LM L, 5 4F iDFS 3 5
2.5%(HR=0.73,95% CI:0.57~0.92, P=0.008 3) . i
o HT iR, X HR B ZL R A8 3 3k 25 o Jin A
o SR, KT e i SR B T-DM 1 IR Y T (1
SRS h R e AL BIA T Rk 2%, H ETh G
AHICTESE . BATRR 5 2l PR ST iF— 2R S A i B
JefE HER2 FHA:ZL AR S Blia 7 b i L A

X TR R 7 fer /N HER2 BHAEFLAR S A
H IR T LU R ENAYT . APTHRFSY 2 —
TRTF R B TG RIS B T SRR 2%
Tk P4 Bh 3G 97 K 145 B M HER2 PHPE L b R
<3 em W FLIME B A KBS 1500 . i oe 3L g)
A 16 ZALF 19 406 i) £ 25, oL Bl Ui B[R] 10.8 4,
10 4E iDFS 4 91.3%(95% CI:88.3~94.4) , 104E Tt &
k4 1F (recurrence—free interval, RFI) 3 5 96.3%
(95% CI:94.3~98.3) , 10 4F: 0S %4 94.3%(95% CI;
91.8~96.8) , 10 4F |, I 4 HF 5 1 A= 77 % 98.8%
(95% CI:97.6~100.0) . % B 5% 2 ik 0 45 BH 4
HER2 FHH: /I8 2L 0 g 28 8 4 B IR YT 1 R B s
YT HRME T B AR IE R AU

2 HER2PHERE EA 3 PR 9=

21 —%iBIT

HO0648g Fl M77001 fiff 53 UE S , 1l 2 ER PABL R &
SAZ ALY AT LIS S AT K HER2 FHM: 6 109 2L s 28
H ) PES F1OS™7 A2 BRIt L), 2R AT —
207 FALRE A2 Bk Bp v 2P K R
Y PFS F10S, CLEOPATRA #F551" 45 S 09, fin
MAZ-ER BT AY R PFS M 12,44 A #ERK 2 18.54 H
(HR=0.62,95% CI:0.51~0.75,P<0.001) , 1/ OS Jk
40.8 > H #E 2 57.1 1~ H (HR=0.68,95% CI:0.56~
0.84, P<0.001) , iX $o.45 537 15 (il FH Z2 VU fh SRR 5 i
ISP HER2 367/ 0 HER2 FHE RS B 1 3L Rk 98
BHE LRI Tk

X T HER2 BHH: e 0 2L AR 988 1) 55 — 67 i i
£ ADCZj4) . MARIANNE iR 56855 T T-DM1 1E
R T A B R G A2 R YR T RAE
— IR R AT AT o IS A 4L 1 095 ]
HER2 FHPE i 109 LA o S8 5, B AL 53 Sy ot 22 2k B4t
T2 BEZH T-DM1 20 . T-DM 1 fill 1 2 Bk BAF0 2 4
J—EIRIT TR o 3ULBAE B PRS 4351k 13.7

MH AN A2 H AR 2R g iR R
S TRl H sz 0S 43931k 50.9 4 A .53.7 4~ H #151.8
A AR 2RISR o FHik, T-DM1{Z
1% T ANREHE 32 THP J5 % 1Y HER2 BH 4 i A FL IR 6
BEVE N —IRIT R
2.2 THiABTT

X 2 BRBTIR T O A e I AR, R
SR E e IR TKIZE 25 . mEng s e 2 B ™ SR
TKIZ5), AT 386 (472 HER2 4§57 , ¥0 i) HER1
HER2 Fl HER4, W] 3% Z0 4 il HER2 8§ 2 1k, , 5 2 BH
T ek 3 40 B R 1 A G, 301 . PHEN IX A 58 45 21tk
NN 2R I HER2 FHPE M FLIR e s, 5 R8s
b iE B2 AR L, IR SR I AR 5 Al e T g S AE K
B PFS(11.1 4 A vs. 414 J1 , HR=0.18,95% CI
0.13~0.26, P<0.01) . 7E 5 —3i PHOEBE fff 55 o,
267 191 i 22 BR BRI G S A2 IR T R WA A8 i B
B4 B 2 M 1 5 T2+ 155 At V5 2 AR A 2 e + R B
i . SRR e+ R R M LA E ik R e +
KR AL PFS B HEK (1250 H vs. 6.8 H ,HR
=0.39,95% CI:0.27~0.56,P<0.000 1), “ZZ4VEJ7 1,
WA 3 90 DL RN B & AE 3R 5 5 R 57.5%
34.1%, ML e+ B e g s ULy 3 DL BN
B BN TS (30.6% ) Al F R L5 A1 (16.4%)
i AR A A, T3, IS ) B0, O TS S B 22k
1BIT o PRI HEFEL N B Je e A R B Al 1 il 2
PREGLHR G S A2 25 WiR 7 2R ) HER 2 BH: 16 18]
FLIE B

ADC 8259t J2: HER2 PR i 30 7L R i i 3 —
LIRTT I — . TER Z 2R BT (fam—trastuzum-
ab deruxtecan, T-DXd) Hi HER2 HiT /&8 BE 37 b F 44
fil T I8 . T-DXd 259 55 i LA (8:
DT T-DM1(4:1), DESTINY Breast & 51{F 5%
BARR T T-DXd 78 7L W9 /B3 v 0y i FH A5
DB-01 {56 J& — 01 I # 5 52, 374k T T-DXd
TERE A VAT 7 R IS 19 HER2 PR B v 3L i R
HE G O . 455 R, B B MZE K (objec-
tive response rate, ORR) & 60.9% (95% CI: 53.4~
68.0), T PFS k1 16.4 1~ H o JEF DB-01 350 1Y 45
A, L 25 B S B R (Food and Drug Ad-
ministration, FDA)HE#E T-DXd T HER2 [ g 5
FLR I 5 £63A 97 . DB-02 WF 522" A4 T 600 14
T-DM1 Z:76 19 HER2 FHME M I ZLAR G AR . SR
14 75 % (treatment of physician’s choice, TPC ) 21 4

- 689 -



JiRE 242 2024 4F 12 A 45 14 555 6 1)
Anti—tumor Pharmacy, December 2024, Vol. 14, No.6

b, T-DXd 41 %) 37 PFS i F 2E K (17.8 1 H vs. 6.9
), T-DXd 21 FEAR S 2F g s AE T XUz 64% (HR
=0.36,95% CI: 0.28~0.45,P<0.001)., OS 771, M4
H AL 0S 3 1 39.2 4 H A1 26.5 4 H, T-DXd 21
7 OS# TPC Y1 i FH HE K 12.7 1 H L PR EFETZ X
K 34% (HR=0.66, 95% CI: 0.50~0.86, P=0.002 1) .
DB-02 #f 58 i — 201N T T-DXd i T T-DM1 £&3f
) HER2 BH 4 i 1 L B 9 1 e e ME A RbE . 7
DB-03 A5 v | AL T REAE %52 3k i 2 2k 24t
L2 2525 )16 7 i HER2 PH A 6 30 7L e s .
gER BN, 5 T-DMIAH L, T-DXd B K T B H
i PFS (28.8 1~ H vs. 6.8 1~ H , HR=0.33, 95% CI:
0.26~0.43, P<0.001) , ORR 1 4% 15 45.5% (79.7% vs.
34.2%) o LM A A AT T-DXd 2 A5 FE AU
T FE A L B HER2 BH: i 10 L AR o S8 8 P s
TEIRIT R

T-DM1 0] V4t HER2 #0347 HE R g — 4k
BIT T R 9 — % . EMILIA BF 58 A4 T 991
19 R A 38422 32 ok il 22 Bk BR BT RN SR A2 2 2 WG T 1Y
HER2 BRI 30 L i A8, e 978 Wl ;B 42 1
HIT o GRER IE—LKPIHER2 &G, SHI
IS e B A R B EAT L, 42252 T-DM1IRYT I S
H AL PEFS i IE K (9.6 1 H vs. 6.4 H , HR=0.65,
95% CI:0.55~0.77,P<0.001) , [Fl¥EH1 {37 OS FRF5 3 i
ZE (309 H vs. 25.1 4, HR=0.68,95% CI:
0.55~0.85, P<0.001) . “Z4PEJ7 i, 32 i & e
G- RE IRy 1) B 35 v 88 441 (18.0% ) A A= ™ i
ANE R, T-DM1 48 76 45 (15.5%) , {5 T-DM1 ¥4
SRS R W 22 W52, JE A8 0 RE AR A% T 38
FRAE VA R it J5 AR B4 2 IR TT  IF R AR BT AL
23 BB

16 RIGIT RS | I SR TT WA 05 i
BB UEE . VAT R T SR R YT
BB R T 52 R R g £ A 155 D0 45

F7 A JE & —Fh & %F EGFR1 F1 HER2 1Y /i 2
TR W B AR 57, AT R HER2 R {5 5@ i . A
B 5 R B A a2 R ERAU K A HER2 PHE R
13U M i B A i 2 R PP IR YT S B
JEJE I o — e $E . — I MR 5T LU T hr ik e
A R B At i 5 B R 3 A A it 22 BRI YT
R JE HER2 PSS LI B TP R . &5
R BEESIBIT AR PFS 158 i FIEK (8.4 H
vs. 44 A~ H , HR=0.49, 95% CI: 0.34~0.071, P<
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0.001)"" . T L2436y U 1Y B 5 0] LSS LRI HK
BIRITYL, TR OS AL If) 22 7 e Ge it 248 L, (1
B IR YT A0 A7 OS AT T B 23R 97 4 (75.0 J4]
vs. 647 J& , HR=0.87, 95% CI: 0.71~1.08, P=
0.210)"* 5 — 30 T 13056 25 2R 7, 76 il 22 Bk 5
PR T U JE A HER2 PHA: 6 B M 2L i g J s il
TR PAPUER A LA SR LT R TR A JE By
TRYT A, PFS 15 2] i 3 B (12.0 ] vs. 8.1 ] , HR=
0.74,95% CI:0.58~0.94, P=0.011) ,0S . . & K T
Frbh R e B2 iR T A (14 S H vs. 954 A L HR=
0.74,95% CI:0.57~0.97,P=0.026)"",

ZRP R e S5 AR TKI, PR HFE S iz HoART]
it , A] [A] I HER 1 HER2 F1 HER4 (1915 53 8% .
NALA MR AT 20852 1 Wi Ff HER2 #2 [m) 3R
J7 1) HER2 BH 55 5% 14 ZL AR /B, BEAIL 7y id 452
HPUE e s AL R e B A R IEIR T . AR
7N, WL R S PES 351 8.8 1 H 6.6 1>, 4%
F JE 2H P 1 R AU 341K 24 9% (HR=0.76,95% CI
0.63~0.93,P=0.003) . P& 7 0S 4351k 24.0
AAF22240 A SR R AT KU BEAIG 12%,
AR ANEE G 2% L (HR=0.88,95% CI:0.72~
1.07,P=0.208 9) . {E45 Ml i okt 07 T, S himnss
JEALAH LE , 23 F 8 Je 4 BB 2B SR A5 e R 1 Tp A Bl 28 3R
4t (central nervous system, CNS) %% 1) Bt 8] (B4R
KRN 22.8% .29.2% ) . FET I, ZHi R JE Bk
A RIGMLEC Y FDAStER TiRr e ezt —
UL T HER2 J7 211 HER2 PHA: 6 1A 2L s 9
G

B R Je 2B /N gy TKI 259, %) HER2
A i R R 1) P RS BH KT HER2 119 1% 5 1
R Ak, I HER2 2 B 358 i g 4 i iy 2B 4 o f
T EIR 2 Je Xt EGFR M IAE /0N, o3 Bl S b
BN IR FTIEAE WoR , BRI BUN, GBS 2
75 I 57 & . HER2CLIMB BF 58 4R T R b 15
Fh Z PR PP A KRB R BC2 BRNGTT 2 404
J7 i i HER2 PH M 06 100 L AR A8 A8 2 (L 438 ik 5 7% 10
BHIWIF. SR8, B’-RERA A0S H
2474 H R AL 19.2 4 H (HR=0.73,95%
CI:0.59~0.90, P=0.004) ; &~ & Je 41 19 i PFS
7.6 A R4 K 4.9 H (HR=0.57,95% CI.:
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2.4 HFHEHLHER2 Bk B

35 % B BT (margetuximab ) X 45 MGAH22,
B — R Y Fe 45 1 B Ak 1Y B e BE BTUAR B AE
HER?2 45 & Fe i 7 1 5 ith 2 2k sy Ae L, (B A
A B AR AR R 48 L S 1 200 R 75 1V (anti-
body—mediated cell-dependent cytotoxicity, ADCC) .
SOPHIA #F 75/ %} Ho T MGAH22 5% 2 Bk AP A
HI7IRYT HER2 BHPE I 30 2L B A8 8 97 3k 46
R, MGAH22 1697 20 5 M 2 Bk S hTiB 7 L i b
PFS 73510 5.8 4~ H F14.9 4 A, 55555 AH %t XU FEA
24% (HR=0.76,95% CI:0.59~0.98, P=0.033) , "1 {i;
0S 3 51K 21.6 4~ H #119.8 4>, ORR 23 51l 4 22%
M 16% (P=0.06) . FDA £ it MGAH22 B¢ 45 1k J7
1RYT HER2 FAVERE RS P FL I FR 3

Ak, B 77 5t HER2 $ ] 24 7 Je 2 Bt e oy
HER2 PH M i 9 ZL s 2 R4 1o i . St 2
TR L, e Z P X Fe Be b AT T R IL R &
M, fifi HH A B A ADCC RN , AT 72— E R 1
AL R AR 2GS . HOPESBF9E Y & —Ti £ bty (Bl
PUXT I R BE M TG R AR 5T, B 6P O JE 2 H
Pk A K& EH T 22 K097 5 HAR L4510 HER2
1RYT B HER2 PHE S #5 PE FL IR IR 55 0 PRI 80N
LR, RER, SREmRERLMIL, e %
FPTERA KRB B PFS 2 1E K (39.1 8 vs. 14.0
J& ,HR=0.24;95% CI:0.16~0.36;P<0.000 1), H. E.A
R4t R, W44 AT i on e 2 B bk
A KB E— L6703 K B 1Y P 7 PFS
(LI & B H I ORR(61.5%) . HF I,
JE Z PR FH T 697 HER2 BH i 30 LR, N
BB T BB
2.5 FEADCZHHY

i3 P Z BT (disitamab vedotin, RC48) & E
H WA ) ADC 2259, H# [7) HER2 %) hertuzum-
ab ZH SV [ il AT U1 HIE % 4 R0 H S MU (7T E
(monomethyl auristatin E, MMAE) 20 i, . RC48 B4
o R PR e A A A 55 R AT RN, A T I R
RIS T IS BT AL . 2023 4F R g 2% 23 (Euro-
pean Society for Medical Oncology, ESMO) 4F 2 |2 /A
i T — 31 RC48 7£ HER2 FH % K HER2 {32 15 1) J5)
IS G 0 A A P L R R R v B9 RORN 2 A P E
FE) ) SER R 7E HER2 FHEE2H 7, ORR FlFp iz
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JT71AAM4.64H . RCA81E HER2 FH1%:#1 HER2
IR B R H— BTk, AT RE AN ADC Y
KA K ETT M

SYD985 (vic—trastuzumab duocarmazine ) 52— Ft
H 5 22 2R BB A5 R AR AL K o iR 5/
(I BESEAL  B REE  IL B 254 . Har, TG
PRAFSE TULIP 0 E e SE A7, A T #5202 /0
PFifhHT HER2 JAYT 5L T-DM 1 3497 )5 i e 1) HER2 FH
P 6 401 L R R A, AL 43 BC 2 SYD98S 41 Fil TPC
M. 45F WoR,SYDI8S 41K i PFS i # K T TPC
ZH (7.0 H vs 4.9 H ,HR=0.64, P=0.002) ,{H 4
OS TG 3% 22 51, FLFIZME5E , SYD9SS Al Jli Ay ik
HEHZ T-DM 1 4HiRTT 5 BB I R 2RI T ik

ARX788 J& 1 ARX269 H47T K o] Y% £ 7 il
INGYF 25 %) monomethyl auristatin F(MMAF) 2H 1% /%
ADC 254, 2024 4 3 [8 1Iffi IR i 98 2% 2 (American
Society of Clinical Oncology, ASCO) -4 B4 11
Wl R WT9E ACE-Breast—02 B i 45 9% . W98 A4
T 441 4 52 2o i 2 BR BB RN A2 I YR R
A U] B wlRE B v LR R AR A BE BL A B 2
ARX788 SR Je k& R EFMIEIRYT . AL BE DS
11144 H AR 4 B 2 00 37 0F o 28 51 & (0 PP A
ARX788 41 (1) *h i PFS Sy 11.33 4 A, 1 X HE 41y
8.25 A (HR=0.64,P=0.000 6) . % 4VEJ7 i, A4
P BIEIT A A B 3514 (treatment—related adverse
events, TRAEs) & 4= % 73 Jill hy 98.6% (217/220) il
99.1%(213/215) . PIALE#H 3~5 I TRAEs KR
AL (3591 41.4% F1140.0%) . %4558 HER2 [H
P B L s R BRI T AR IR T R L

3 RES5RE

Bifi & BT HER2 $8 7] 25 1 AW ] 1, HER2 FHAEFL
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A AN, DL R HER2 S8 B 45, kR 24k 3 A PR
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Tab. 1 Anti—-HER?2 targeted drugs for breast cancer with approved indications
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i e 2017 4 ExteNET .NALA
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