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Abstract: Breast cancer is the most common malignant tumor with the highest incidence rate among women worldwide.

As a special type of breast cancer, triple positive breast cancer (TPBC) is different from HER2—positive or HR—positive

breast cancer in terms of biological characteristics, clinical features and treatment modes. At present, anti-HER2 therapy is

still the main treatment for TPBC, but its treatment strategy remians controversial. This paper mainly reviews the progress

of drug treatment of TPBC.

Keywords: Triple positive breast cancer; Drug therapy; Targeted therapy; Research progress

e

[l

i
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iR v ] A A R S T R A 1 AR
JH: K1 324K 2 (human epidermal growth factor re-
ceptor 2, HER2) FH 4 L WR 98 o7 4230 2L B9 19 20%~
30%, H: T 2 50% 1 18 35 R i 2 52 1K (hormone re-
ceptor, HR) FHME , X 353 5 3 PR oy — PEAE ZLIR I
(triple positive breast cancer, TPBC)"?', TPBC J&—
PR oA 28 R 7L i, W) E 2Z 1) HER2 M 3% % A2

& (estrogen receptor, ER) W 4515 & 1% 53 1% 19 3%
T, LT 25 3% ) A7 76 28 SN, S BUHE A= 2
R i PR TR A 5 T B4l HER2 FHAE
o HR FPEFLIR A7 7E 22 5+ . HA, TPBC IR
ST LAT HER2 VA YT 0 4k, HU HER2 A5 4L 97 N
E TSR AH PR e 2 £ X TPBC (9 R AL PRAFF 5T, Ho
RITIRMEAN e — & Pl PG, 4T 8 4k TPBC
AT BOIRTT 2 H R R OCTE fY AR R R —
UTAER , B UM T 25 W R D A i, oA
{254 (antibody—drug conjugate, ADC) , K534 [7]

FREG I T AR R T AR B 2 A A RS BRI [ TAE(2012) 11451
PEF IS BRC A AR BE R BT 10 - SRR 9 FE A S5 I R
SRR B, AL m R AR BN, A 1) FUR AR R OR S al ALY SR RI2YT
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W) | T R TR T 0 1) 7] (tyrosine kinase inhibitor,
TKI) P K Ji 3 2 1 4t 16 4/6 (cyclin—depen-
dent kinases 4/6, CDK4/6) il 55254 & T 3L
FEINRITY o A SCF Rk B HT TPBC W 25936 97 i
JEHATERAR

1 EBHEITPBCZ4igiri B

1ECH) B 3R y7 b A6y 7 B & Bt HER2 IR YA
SR 2 TPBC 1) EZIRIT AL, SR 5 AT )% B N 43 0
TBIT o HE R D, TPBC XA M BURE B , 7
HBIG YT TPBC 84 1Y 9% P2 58 42 2% it (pathologic
complete response, pCR) AL T4l HER2+HE .
11 KO FEMEKFIETT  NeoALTTO . NeoSphere
A TRYPHAENA %50/ 57 45 S 42 7, i34k TPBC B il
WIATT B pCR HAX T HER2+/HR-FL I AFE (HTC
T HRARZS Qe , 20T OSUREIAY T gk 251

REAEXS T TPBC W NGRS T , A il DA )y
JTIEA AR YT 24, W TBCRC 006 A58 740 A
T 3961 11 - 9 TPBC (835, SR AU IR & N 40 U iAR
J7 , pCRFAIA 21%, WSG-TP- Il B 5% 45—
BEAE R LRl B 1065 P9 40 WA T6 7 B IRT AR AR ST AR Sy
FL TPBC Wl Bl AT J5 58 0997 2000 i B P Bl AL %
MBS, 45 3R WoR , SO ER G177 1 3 P T 3R K
& N IETT (pCR # 1 57% vs. 24%) , 42 78 AUHLIE
B ST 7 AT TPBC i BIA YT 1 BEE#E
1.2 IFTKISEERT Shigkeg—fMHT
AH[7Z HER AIT I AR TKT, M ExteNET 5T
A1 631 il B35 KRR T = Hi8 e 7E HER2+ R
WIFL IR BB T BT RO e A b S5 R R, TPBC
S AT A Z BRI YT S S R R e I K
VEIT YRS, B IO A 1A (disease—free survival,
DFS) #1132 &b o9 4= 773 (distant disease—free surviv-
al, DDFS) B L HE , 2 4F DFS K 4 95.6% , DDFS K hy
96.4%. HET I, 2805 5 [E G AR5 1k R 5L el a5 oy
(National Institute for Health and Care Excellence,
NICE) V7 7], Z= P8 Je g it T ER+/HER2+ZL i
P B I 2 BR AP TIR YT SR M R B IR YT o AL
BT BhIRYT 5 B IE K AR AR A R R R
1.3 ADCEt&i597 ADAPT HER2+/HR+HF 551"
XL T T-DM 1+ 4 AGRYT 5 T-DM 1 B2 3R 7 i i
T BRI+ N IR TT TR, 5 R R, 5 T-DM
HZGIRYT M L, T-DM 1+ N 43 W6 97 1 A& B 35 34
BE I pCR %, HIFRUM S T4 2R3

T-DM1 7E HER2+ . B ZL i 9 4 B s AL v6 97
W HEAT T A AR AR IE S8 T H B WS 1 (.
KATHERINE B 55" L T T-DM1 55 il 22 2k S 4t
 BhIB T R BB T IR (kT +HER2 #E miG 97 ) B
5% BR 12 22 PP B HER2 PR 31 L 9 7 &%
Aze 4t g5 9 WoR , T-DMI il BY iR J7 & 1 B 2
56 4 28 fif (non—pCR) W JR &, T DLSE K H e (= 28 1
Ik B 7 (invasive disease—free survival, iDFS) &
B AT (overall survival, 0S) & H.dv TPBC IV 4H &£
# (7 70%)3 4 iDFS HE T+ T 10% (HR=0.48; 95%
CI: 0.35~0.67).
1.4 #$i HER2 3497 5 CDK4/6 M & F B &34 F7
TPBC 3 7EHT HER2 # [a] 36 7 () L filf L 8 Ak P 43
WHRIT SRR EA R AT IR  HER2 FIER 5
538 Y 22 AR IS RBOK VR R, ISR &
fdi ¥ 17 RB1 . ER A1 HER2 (1925 %) , 7] B 1k 2 U [7]
BV . NA-PHER2 #7547 , 7€ Bl Bhiayr b
223 BPTIRA 0 22 B SR+ SR F R+ IR AT VS A1 3R
J¥ TPBC 1Y pCR K ik 2| 27% , W% 25 T NeoSphere #Jf
FEU e 2 R BRI 22 BR SR +ARY TR YT TPBC
() pCR #(26%) . MUKDEN 01 fF 58" $EAS T i n
B e+ th s+ 35 R V5 A T TPBC Bl Bh iR Tr i yr
2, pCR FE 1T 34 30.4%

2 BEHITPBC 2487 R

Xt kRS I TPBC, {1 6% JE T HER2 1677
WA AST R0 AT G AT B S 48 1) £ K T
HUHER2 #E[0)IRYT 19 LAt BIEA A/H AT o X T
Pt HER2 HE [n] 27 K 5 Ab 07 38 B B 1 FR A
AI7 5 11 )5 AT 2% R fd BT HER2 $ 15697 16 & 9 40
WARYT o BRI, Y67 1 1) 6 R8I AT IR A
F A ORI BIGYTE O, 4 DFS; @i iE &
RIEBFHE ; QF R It 73 F 43 B PR BN, & A5
AEAE S PR A5, X B0 5 1 S 5 09 25 9 1) 1R 4%
G o
21 KO FRMIEKGIET TAnDEM 5 \EGF
30008 BF 5¥ . CALGB40302 fff 52 #&7K , it HER2 HL 4T
TBITHR G N A3 AR TT AHES T B8 N 23 WA TR 7 T Al
TPBC BRERAFELAH PFS ™, PERTAINAFSE 5,
TPBC 8 325 SR A HE (9 i 067 T8 #F Ji& 26 47 ] (median
progression—free survival, mPFS) A 18.89 1~ H , .20 H
RAEZZ T AT 10 8 R T i 2 BR BT B i 22 2R
P+ 95 A AL B 4 41 57 (aromatase inhibitor, Al) )
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mPFSik21.740H A7 44N 16.89 4 H | HRTE
AT AR YT 1 Al R A BT HER2 R YT 7] DL SE 4
TPBC # # () PFS, SYSUCC-002 fff 5517 A 4H )
A HR+/HER2+ M ] — 2k LRI B 5 F0 08 12 1 Bl
HLATBC S PN 43 WA K A 1 22 SR B 4 AR P A5 i 2
TP A5 R I, Ih 2 2R PTG 9 4 IRy TR
HRCT M ZER BT ALIT , 0 TPBC B F AL T8
HIVARYT T
22 INGFTKIsEEEBIT  EGF30008 fiff 75 &
—IRREML RUE AT 6 R 0 IG R 5T, B 7V
At >F il s + B JE A I IR 3K 25 L Z B 5K 219 19
HR-+/HER2+M #A LI i BEAIL o WG 4, 25 51 i
71N, A 1 A+ I 2 5 R it e B 28 R T I DR AR 4
BN B AL PFS 235k 8.2 4 A 3.0 H &M
%ﬁ@%(objective response rate, ORR) 73514 28% Fl
15%, 25 a 503 L

ALTERNATIVE iff 55" #8 2 T 4 1] TPBC HL 41
AWM WIHITHITR,ERER, T
HER2-+/HR-+M 91 2L I 28 &, B Je + il 2 2k o
P+ 53 WA YT R G T 28 ATy B A Ok Bk AR
%5 PFSIA 11 H ,08 1] ik46 1~ H o E—2 457
Prés R Wos AN g & HAT nl il kb
B PR S Al f55 A2 AT E 11 58 Bh/oB S Bl B B
TRIT B B 2 BR R BTIARYT BRI =25 E T
ELE T

UEAN R PIE e + N 20 AR YT AE HER2 2848 R
HALERS T ANES IR . & [E A9 LORDSHIPS B
PV ERERE R A O iR )T = 2B A T R GER
W 1]+ RHE 5 2 + ok i sk ) 7E B 30 TPBC BB 35 vh LA
T RAFTRL, A BRI 70% .
2.3 ADCEt&iIAFF T-DMI il DS-8201a 55 1)
Pt HER2 #1 [7] 25 ) 7% 22 45 i 2 Bk B b Ry S Atk A9 Bt
HER2 6T R WMUS B R B A bt s vk . 2
WL B, T-DM1 Fl DS-8201a 78 Fr A W41 , 4.4
HR-+Z1rp, By nl 2 i JRE 1A EAE R 48
2.3.1 TDM1 T-DMI &5 —A 3kt B H Fif
S FLBRIE Y ADC, v 5 335 HER2 (A PR 4 e 25 45
T N AR A S R T A T I A A TR T
emtansine (DM 1) , 40l G 85 SR , f £ Ay 4 it
JHT- . EMILIA fF 582 & — T B AL  TF bR 25 1Y
itk AR ST , 78 RE A1 3252 S A2 2+ ph ZER PR BLTR
J7 (1) HER2+ I 0 20 B 98 £8 3 Th P Al T-DM1 5 R 85
M+ R A JE BT R R B e B R R L AE AR
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ANHER  T-DM1IRIT AL PFS (R i 825 3.2 1 H 5
HR=0.65, 95% CI: 0.55~0.77) F1 OS (1 {ii %5 2% 5.8 1
H s HR=0.68, 95% CI: 0.55~0.85) ¥4 W] i ok 3%
[ A, 76 TPBC W20 1, 5 = 35 At V5 + i 25 Je 2 AH
e, T-DM1 697 41 £ % 19 A= A7 20 25 08 b 1 3% (HR=
0.72; 95% CI: 0.58~0.91).

TH3RESA 58> & — Il 2 s FFithn s
() BT 7% , 76 BE 15 1% 52 =2 Fh bt HER2 8151 V4 )7 5
P g it J ) 2 % sl e RS P LA BB A o) | T-DM
VAI7 5 BE A 3E 45 7 28 (physician choice program, TPC)
M7 a5 e 4tk 85 1 B, TPBC JR o 295 Bk A
LY 52% , T-DM1 20 5 TPC 4 H. 3 4 PFS 23531 4 5.9
ASH 394 H (HR=0.565 95% CI: 0.41~0.76) . [
BF, AR PEAE S X BRTEIRYT 228k A TN IR
RE BRSNS 2 2R BT TPC
TPC A JZHAT WAL AT, 45 5 R , T-DM 1R Y7
J& 45 WAL A 1Y PRS Y 325 .

MARIANNE fff 5% 2 J2&— 55 [5] b 2 ot (AL

WIBFSE 98 A T 1 095 11936 HER2+ 15 1 21, Jit o 28
LR R T-DM 1 —Z3697 AL T il 2 2k s i+
ERARTTR AmZ A, o, TPBC A 2y
NFER 60% , M ZBR AP+ S A2 20 I T-DM | 4 S8 3%
1Y PESAMIA 13.7 4> H F1 13.4 0 (P>0.05) .
2.3.2 DS-8201(T-DXd) T-DXd rJ 5%k HER2
() IV ges A ML 25 L 3E e N E R AR R Y
JHE T K AT 2 fi 3 0 B A A A R ) VR T [
i, JEMTREIU N T3040 DXdo DX 4R F D SR il 1
IR0 J T REAE 7 L AR rh b B 1 fk 2 sk
25 AR RRREE kS T S RTIIG YT AR 25 AL
ST 24, BT AT 51 E DNA 4545 M4 se T e
Ah, BEHUS BY DXd 30 AT LLEF 75 40 i J5E 25 408 30 240 1,
Uksl R VERVE R, RIS 0077 HLA L T-
DM ST 7z T bR 15 P, X HER2 1% 26 35 L AR i
WA —EIrE

DESTINY —BreastO1 fiff 572 & — T Jf BU bR 25 L H
B 2 WHAESE, PP T T-DXd IR YT BR 4532
i1 2 2R BPT R T-DM 1 RYT 19 HER2+56 B8 1 7L Bt
FIFFR a5 F w5 TR A AL TP AR T 4B
9 6 £ FLIRIE 2, ORR AT 35 60.9%. HE— T4
Sy AT AN TR REAE RIS (4320 35 mT A5 81— %
fif , Horp TPBC WP 41 f8 2 (5 8 A H¥ 50.2%) ORR i
58% ,fHHAS [ S0 18] J5a P il (interstitial lung dis-
ease, ILD) MY & A= 7% % & 1 . & T DESTINY-
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BreastO1 i} 5¢ , FDA 1EZUHit#fE T-DXd A T HER2+H
WIZLIRIE S 23697

DESTINY-Breast02 fff 57" J2& 3 T DESTINY-
BreastO1 fiff 57 22 J&i FF J& 00 f TIE 4 Bl AL X BE 22 Hols |
FERCE MR 5T , A4 T RE A 322 52 il 2 R B F T—
DM1IAYT I HER2+56 Btk LI IE FB % . Iz 7
2022 4F 3 [F 2% 2 7R Je B LR i 23 (San Antonio
Breast Cancer Symposium, SABCS )70 45 5 R,
T-DXd 1 5 TPC 41 i & 24 5 mPFS 7351124 17.8
A~ H F 6.9 4~ A (HR=0.358 9; 95% CI: 0.284 0~
0.453 5; P<0.000 001) , T-DXd 0% TPC 20 ] A% 2
64% (1) 9% 9 I JE s FE T KUK o 0 — 240 o
TPBC W41 34 (i B A 58% ), T-DXd 415 TPC
20 1) PFS 43 51124 18.0 0~ H #18.5 4~ H (HR=0.42;5 95%
Cl: 0.31~0.57) , Bu15 T 58K N —Zn 3k 45 .
DESTINY -Breast02 F 5¢ Jit ¥ % UF T DESTINY-
BreastO1 fff 57 i 25 5, UESE T T-DXd AH o il 2 Bk 5
Ul Prmh R e B G R M A A R, R T
B A PFSHIOS,

DESTINY -Breast03 i} 5% > j& — T ffi#IL ¥ i bs
M HFSE , B A8 ¥EAE T-DXd XF e T-DM1 75 BE 4
F 57 2 Bk B TR B AZBE IR YT 1Y HER2+ 56 B 7R 3L
i g £ R R Y RO A A L 2021 A R e N
Bl 2 25 (European Society for Medical Oncology,
ESMO) % 45 594 ¥ 43 B 25 S i 7%, T-DXd A kb T-
DM 1 AT BEAIR 24 72% W 0 i e BB T2 AU . 2022
4 12 J SABCS K 23 ) F o ik & ik 7n , T-DXd 7
TPBC & (5 B AHE 50%) P78 e % (mPFS: 22.4
A~ H vs. 6.9 H ; HR=0.32, 95% CI: 0.22~0.46) , T
DXd 2H 7R ik B tp Ay o 2k A2 (median overall surviv-
al, mOS) , T-DM1 £ mOS & 37.7 4~ H (HR=0.76,
95% CI: 0.50~1.14) , LA IR = X 3k 5 # 3
FL T T-DXd W KR EEY Y &0 25, T-DXd UL T-DM1
A HER2+56 B M 7L — R 307 B b e
233 4B PEZEH (RC48) RC48 7£ HER2+F0
HER2 IR 3K (1) W 01 2L s S8 3 vh S8 0 i 1 i R E
5% . €003 CANCER % b 3 Ilfi PR B4 2 %, i A
HER2 A 5/ mBC 3 ¥ 7] )\ RC48 1 IIfs IRIG T
th3k 4%, HER2+ AT ORR H 35.6% , TPBC WV 40 11
ORR 4 39.4%, [FFEAT 2K

3 PLHER28 5 CDK4/6 M FI KB &8 7T

EGF30008 . ALTERNATIVE Z: £ I AR AF o1

Bi4e7n , ER 1 HER2 5 5 38 [ 1) B0 410 1l ol 3%
HR+/HER2+ W 11 2L g 98 8 5 A Bl fs , ELim 32 v R
I PR, X R SEORE B 4697 i HR+/HER2+ 8 #2K
Ui, PL HER2 BE A N4 IR T 2 — A G B e
(e ot BOE A0 A0F 9 B, B SR A IR T O T s AR
H 0 PFS  (HAE L 45 5 EHRPAT LR35 4L 8
FLURSEPR R [ 259 0 IE R LA

CDK4/6 il 1] 18 52 B I8 cyelinD F1 CDK4/6 1Y
556 8 FH. L A o) BSR40 i 985 (retinoblastoma, Rb) i
S A A BEIR AL, R BERR fL Y Rb 5 E2F 2%
A B G, E S 1A 1 f AR 0 40 i 3 1
JE . Haie iR CDK4/6 1 i 577 4 WR A G A | Hi
TG I BT DL P I K ik R PG A 4 Fh o 7E HR+FLARJE
H, CDK4/6 i & i85 , CDK4/6 1 ER X 18 #% A4 BEL
T T A 5D o) L 0 1% 3 B A ek g
It , CDK4/6 #1457 4 5 A HR+/HER2- W ) 3L i 9
—RIRIT IR

PATRICIA fiff 58402 — TR B M P b 25 1
Zrut TS, B 26 PP R 78 A1) + i 22 2k e
A BRI A N a0 IR YT T RE A 2 067 R IMUR
(1) HER 2+ 101 3L Bt A8 25 v ARy 2, 25 R B, IR
TP 7R+ ) 22 2 PR+ 0 iy e 2 5 WR AT 75 R+ il 22 2K
BABTAL 6 1 H 1 PFS 25301 R 46.4% F142.8% , # 7~
WIR T P8 I A i 2 2R BRPT VA YT I 3 HER2+ 2L AR i
(A7 35 2 A e R 7E HR+FL R £ PR i
s B AR TE TS o 2022 4F ESMO K& A i T
monarchE BF 527> 1) OS %545 , B D1 7Y F1] + il 22 2 5
PU+ UL w5 b7 + 0 2 BR AT B, 7R AR ek
3T TPBC B 1Y 0S(31.1 1 H vs. 29.2 0 H ws.
207401

4 l%\ z:é[:

TPBC B #H1E N — N FRIR BRI, fEIR )T Pl %
B LI [ 0 R TR AR 2 AT o Al R YT
JrEENE A . PtHER2IRYT HHI5% 2 TPBC [y
FEIRIT RS . BE B ALY R IR R O R
Pt HER2 4003834 J2 PN 43 b s HL At 0 [ 637 40 3 )
G Z HANGT i RS T 2 BRI R . R
e G HETRYT NG R 48 S 110 R SR s 1) 2 9 A 4k
BTATHIWIFE R TPBC 35 5 & A5 2L . o0 RS ME Y
1BIT -
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