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(ER) . B & 2R (PR)BA R K A K BHF 24k 2
(HER2) & ik MM 69 SURE & e ) | EL A 43 R M 3% |
HARERFRS ., RBARZ G b5
REZTRBTFHR, BFR, LRETEZN
MR ET FRAXRS R, Agik B4
TZMHSURBELEERUEZF X, QL
A B AR A i gk R fe i IT ok BT B R
W Fo S R AT R . BRATE R 5 e B mk AT
RABNBT ZBEF 7 XN RMAFRERE,IF
NRBT LI BT HEGT TN EMIrEDS

it 25 AL o
KEIR ZPAMRIURSE; BIRET AR ED;
i 25 AL

hE S ES: R737

XERFRAERD: A

X ZE 45 S 1009-2501(2023)08-0842-12
doi: 10.12092/j.issn.1009-2501.2023.08.001

= A PEFL IR 9% (triple-negative breast cancer,
TNBC) S lff i 2% 5% 1K (estrogen receptor, ER) . 2%
1 & 3Z 1K (progesterone receptor, PR) Fll A\ & Jz 4=
K F 244K 2 (human epidermal growth factor re-
ceptor 2, HER-2) F ik 41 4 [ 14 ) L e , HAT 17
R GfER M IE B PG A B SRR
fiE, 2 5 2 FL BRI 17 15% ~ 20%*' . TNBC R34
Jok AR 25 T A MAIR YT AT HER-2 ¥R [a] 367, H AT

2022-08-28 A% 2023-04-06 15 =)

kBT i A it %) (18PID007)

T4, B A, BT e s S B SUIR R A A A8 T
L—F B, B AR T 6 SURR IR RS T .

E-mail: yizhoujiang@fudan.edu.cn

TP AR 2 B I R BRY T PR (R
WA B B30 TNBC J 3 Y A A7 Bt ) 2
A 13~18 112, EARER A BAE VT IR 5 T4
] Z 5% ADP ¥ B 5 4 [ (poly ADP ribose poly-
merase, PARP) VA7 , {H J& TNBC [ 357 B #0L [ 15 7
54 TR HAB B . iE— 202 TNBC HURS HETR
J7 R W, $2 T+ TNBC £85I T ORI AR A7 S A R
FERY T ]

TNBC B A Ay iz fr L A S M 170 L s S Y
HC i Jeg 352 Y 6K B2 40 B (tumor-infiltrating lympho-
cytes, TiLs) £ H 77 M58 152 1 - FL A& 1 (pro-
grammed cell death-ligand 1, PD-L1) & iA7K - Flfif
J8d 5€ 7% 171 faf (tumor mutation burden, TMB) %5 4§
P ve T H A A L R, $2 8 TNBC 1Y g sk 30
3% (tumor microenvironment, TME) 5 28 75 4 4%
SR, X A EE TR YT AE TNBC FR A8 Y R B it
T HEA . BT ELIR I e E TR T AR AT
FEEEAE P AE TNBC, ST ¥ IE AR 42 4 1 Hij TN-
BC IR YT A2, 7 Uk TNBC 1 53 16 97 WF 9 it
T FEEE

1 =ZAMERERERfrRIFhE

IR e RE TR YT B TR AR Y T R G, MK
SEAILAR B BT e 9 B 5 S 0, 2 i 4 5 T R
JeE'® . TNBC I ST I vl R B DU 26 - e pie i
25 5 4177 (immune checkpoint inhibitors, ICIs) .
o 4R 20 fif S5 8 I 7 (adoptive cell transfer thera-
py, ACT) . 953 9% P (cancer vaccines, CVs ) FlVA T8
9% 7% (oncolytic virus, OVs) 08 K6 ¥ 5 J& 72 if
T A0 R TR A A, TR T 4R A )
A, FEIEH N 0L A N RGN R 4% 8
IR H T B o SRR A S A T Rk E
eI 5 ) 7 5 SOV 9 G 28 1 R B, B i Mg B
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A7) ICIs S B ) B 8 G AT s 1) PR e
Ui, AT LU 84S G o e Ao A i I BH BT H D fE .
ACT (1) Ji FER 73 125t 53 B8 76 Iifeg s &b 81 i b A i
JEEE P A MY, AR S M I 394 B I T e 22 AR A
N, LA B0 b Jgs D RE |, e i ) o0 5 A A 4
TiLs, F iRk & PR ZARA T 4018 (chimeric anti-
gen receptor T cell, CAR-T) 5k, H 2R %153 41 ifd ( natu-
ral killer cells, NK cells) &%/ CVs J&—Fp 3 3l %
RETT 1, 3k 1) £ A P A A EL AT B SR 1
JOT, OIS i B PE T 4B 1 (T helper 1,Th1) %! CD4'T
20 i3 . CD8'T 21 i A5 iy Sy 1 T 40 i LA 75 i
et ATLAAR T iR G 98 s I, AT 36 381 4 o) b 7 o
A H Ao SRR R T R SR T AR R
SRATTE 1A 7 300 1 8 50 b J 4 g 40 L, 35 G
9 A4t L 22 i | IO 7 A AR S e e 2
A A

2 =FAMEFLARE R EIR TR IR R IR R

21 BEARESIEF BIFHEET 21
(programmed cell death-1, PD-1) . PD-L1 . 4l Y &
P T I8k B2 40 9 AH 5% B0 R 4 (cytotoxic T lymphocyte-
associated antigen-4, CTLA-4) /& H A F 5 I £ 11
S ek A SRR . 25 M1k, ZRcs 2
15 5 [ i 2 o W B A B R LR (S 45 PD-1
11 1 77 Pembrolizumab . Nivolumab . Cemiplimab,
PD - L1 i ifi] ] Atezolizumab . Avelumab 1 Dur-
valumab, A &z CTLA-4 i 5] Tremelimumab . Ipili-
mumab' ', & E B FWF & ) Camrelizumab ., Tori-
palimab %5 PD-1 1)1 il 57 o i 22 4k 4t F 17 . 7E TN-
BC 58 5 £ 1Y ICIs £4F Pembrolizumab | Atezoli-
zumab .Camrelizumab . Durvalumab %% .

2.1.1 PD-1/PD-L147#| /] PD-14rF477E T CD4'
T .CD8T 4 fif . NK 21 . B 248 ifd LA SZ 3850 1) o2
A% 240 LR SR 240 22 T8, PD-LL 43 U 3R 3K T
Jib 98 20 B 5 /0 K fe R 2 21 i I 4 i 3R
i iR 20 M T Y PD-LL 437 1T 5 T 41 i
FIH A PD-1 40 A EAE A, LAk akE T 20 i/ 519
P REWTAL R S B AARBH T PD-1 5 PD-L1
bl 1 R R B i S L S PN
e, NI & FE BT Mg 15 T, 52 i s PD-1 51 PD-L1
FFE BT RPN A0 i 8 | €0 3808 S
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Jifyeg H ELAT R A B ek T 1 A e TN-
BC % 2 M L 1 7K V-5 PD-L1 RIB /K .35 1w
At 7 7Y 7L BR 9 L 32 7 PD-1/PD-L1 410 41 7 7€
TNBC H B VAR R AN E

KEYNOTE % 51| #F 5% /& A 5% Pembrolizumab 7F
FLARJE AR /N R TR | i A S AR S B IR T
I R B 5T, H v KEYNOTE-355 , KEYNOTE-
522 ZEMFFTUESL T TNBC 3% fifi  Pembrolizumab
B A ALTT 193K 25 . KEYNOTE-355 2 45 — T PE A
PD-1 11 fi] 351 — £ 97 1 91 TNBC A9 TIT 48 1 IR 3K
5, WE9E A 2H 847 ] Jmy R 52 e AN T T AR B b F4
Y TNBC B3, 2 : 1 B L3 5% Pembrolizumab Bk
B bR e T B BRI B G AT, S5 R R, PD-LL
1 253k (CPS=10) B 3 v AR 58 1R T 2H 1 v o ok
Ji& A= {7 5} [A] (progression-free survival, PFS) 5
A A= 7Bt [E] Coverall survival , OS) i 2 i3 T X5 H#
7H (9.7 months vs. 5.6 months, 23.0 months vs.
16.1 months)'**%/ | KEYNOTE-522 IIT 1 ffF 5 W JiE
Sz FLIH TNBC 2 4 i Fi] Pembrolizumab B¢ & 1L J7
Bl iR IT R BG I Ak as PR A4 1 174
2 /1L 1] TNBC f8 5 4% 2 - 1 RlEHL AT A, 55
55 44 % FH Pembrolizumab 55655 B8 4l Bh AL )7,
I B AEAR G i B By Bt #2252 Pembrolizumab 797 .
2020 A A R BN, S iR YT AL B o8 4
2% f# (pathologic complete response, pCR) FAH [t
Xof B2 4R v, 49 1R 64.8% 1 51.2% , [R] S R
ZX 2| I 4 A= 17 (event-free survival , EFS) 5 31 ik
LS 2022 4R AR I OB BUE BRI ALY 3
AE EFS B 84.5% F1176.8% , 22 5 HA Gt it
&= X '#%2 | KEYNOTE-012 . KEYNOTE-086 i 1 1/11
WA F 9% 45 715 BA. 25 Pembrolizumab 7E B 1 TNBC 1
BB PTG M2 0k 3T LR ST
gk B KEYNOTE-119 IIT # 8F 52 %5 A 24 Pembroli-
zumab F THE R TNBC F)—/ 23697 , (B /2 2h
RBR, 5257 ML, 5.2 Pembrolizumab 41
1 oS Jf & I #F M 3% (9.9 months vs. 10.8
months) 22, Z£ [ fr ik, A1 kb PD-1 B 245 R 07,
PD-1 BK 53R YT RE Al > 38 ) WA A= A7 4k 45, H Al
ISPY-2 . KEYLNK-009 %5 22 0 111 ] BF 5% 1F 76 PEAh 4t
PD-1 3K G 2 NG YT SR W 7E /e 1 TNBC HIT 4K,
5 REARIFE (Tab.1) o
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Tab.1 Completed or ongoing phase III trials investigating the effect of PD-1 inhibitors

Clinical trials Setting Study arms Patients (n) Status Outcome
mOS in CPS > 10: 12.7 vs.
Pembrolizumab vs. single drug 11.6 months (P =0.057)
KEYNOTE-119 chemotherapy (capecitabine, er- mOS in CPS > 1: 10.7 vs.
(NCT02555657)  ~IVan€ed i, gemcitabine or vinorel- 022 ComPleted o onths (P =0.073)
bine) mOS in total: 9.9 vs. 10.8
months
mOS in CPS > 10: 23.0 vs.
16.1 months (P =0.0185)
KEYNOTE-355 Advanced Pembrolizumab + chemotherapy 847 Active, not re- mOS in CPS > 1: 17.6 vs.
(NCT02819518) vs. placebo + chemotherapy cruiting 16.0 months (P =0.1125)
mOS in total: 17.2 vs. 15.5
months
KEYLYNK-009 Pembrolizumab + olaparib vs. Active, not re-
(NCT04191135) Advanced pembrolizumab + chemotherapy 615 cruiting PFS-NA OS-NA
Camrelizumab + nab-paclitaxel +
NCT04335006 Advanced apatinib vs. camrelizumab + nab- NA Recruiting PFS-NA
paclitaxel vs. nab-paclitaxel
TORCHLIGHT Advanced Toripalimab + nab-paclitaxel vs. 531 Active, not re- mPFS: 8.4 vs. 5.6 months
(NCT04085276) placebo + nab-paclitaxel cruiting (P=0.0102)
KEYNOTE-522 Neoadiuvant Pembrolizumab + chemotherapy 1174 Active, not re- pCR: 64.8% vs. 51.2%
(NCT03036488) ) vs. placebo + chemotherapy cruiting (P<0.001)
I-SPY2 Neoadiuvant Pembrolizumab + chemotherapy 250, 114 Recruitin pCRin total: 44% vs. 17%
(NCT01042379) ) vs. chemotherapy TNBC € 0CR in TNBC: 60% vs. 22%
NCT04613674  Neoadjuvant CoTrelizumab + chemotherapy g iting DCR-NA
vs. placebo + chemotherapy
i +
NCT04613674  Neoadjuvant _omrelizumab + chemotherapy " oo uing PCR-NA
vs. placebo + chemotherapy
luli + ch h . N
NCT04301739  Neoadjuvant ~c'Pulimab + chemotherapy vs. | ot yet PCR-NA
placebo + chemotherapy recruiting
SWOG 1418 . . . Active, not re- .
(NCT02954874) Adjuvant  Pembrolizumab vs. observation NA cruiting iDFS-NA

IMpassion £ 81 B 5% B UK % PD-L1 1)1 il 5]
Atezolizumab 7£ TNBC H 5 v FH , 1% & 51 55 — T 111
AT IMpassion130 A 41 902 24 AN 1T F- AR 11 ey 8
ME A Bl % RS M TNBC R 3, F% 1: 1 R AL #2532
Atezolizumab X & 1 25 1 2842 B i 22 BRI IC 5
EHEEEIRIT . &R 1R, BPERIT (inten-
tion-to-treat, ITT) AFf HT 5250 2H /Y PFS 55 0S 4 1
Z & T %R 4H (7.2 months vs. 5.5 months, 21.0
months vs. 18.7 months) , 2020 4F BT 1Y 6 A A7 4R

7R PD-L1 B K Hh S 2 A AR T KU
33%,0S 3Kt 7.5 H 7' Miles % Ja 2L e T
IMpassion131 IUHAFST , iZ 5% A& PR 7E HE 10 TNBC
B 3G 7T, Atezolizumab XA A2 3T A
fig & 7+ TNBC i & PFS, ¥ & 1 43 #7 #& £ R
Atezolizumab 5 J7 41 i) OS A] RE 2[R, 7 It
W 5% 25 AR 7T BE 5 TNBC & 57 i, A2 2
25 R R L R R SRR R A
KB TEAE HEET I IMpassion132 TIT A A 73 ) 56
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WA BARST IS 1240 H W K ) il ik Je AN ml
VIR e P TNBC SR, %K Atezolizumab BE &
Iy 241 5 LRI BR S LI 2 0S 552 IMpas-
sion031 & — I 45 & Atezolizumab Bt & #5 #E L IT
AR BIRYT HL0 TNBC Y I BTG R, i 5
ZE B R ITT ABEH Atezolizumab 367 2H 119 pCR
A L R R 4 B 3 R Tt 16.5% (57.6% vs.
41.1%) , I H PD-L1 BAPE 5 BHME AR 4477 pCR
RIPETE, %4 Nk 45 I 4 $2 7 Atezolizumab
HR G AS7 AE R TNBC HP Y EL R 1 IMpas-
sion030 111 1 F 5% B 78 PE 14 Atezolizumab Bt 4 1k
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ST BRI TNBC SR, W5 Tt A 4 2 300 44
AR B T1/100 3] TNBC S 3%, BE AL 4% 5% Atezoli-
zumab K&l B AT sl SR gl Bh Ak T, U067 LE
2H R A W T A= 28 R 5 s 4B A I 1] (invasive dis-
ease-free survival, iDFS) . 0S 55/ Z£ |, IMpas-
sion 22 81 fifF 5% #& 7 PD-L1 17 1] 71 7E TNBC M 1 it
KT B Rl B B BIR T BR T RE N T RS,
5 R A, 22 350 109 I R 32X 99 1F 76 37 £k Dur-
valumab . TQB2450 %5 PD-L1 i il 7 %+ TNBC (197 %%

(Tab.2),

Tab.2 Completed or ongoing phase III trials investigating the effect of PD-L1 inhibitors

Clinical trials Setting Study arms Patients (n) Status Outcome
mPFS in ITT population: 7.2 vs.
. . 5.5 months (P = 0.002)
IMpassion130 Advanced tA:erIOI:/ZumTatz:;b:)at:pr?:llol_ 890 Completed MPFS in PD-LL" population: 7.5
(NCT02425891) ) P P vs. 5.0 months (P < 0.001)
P mOS in ITT population: 21.3 vs.
11.6 months (P = 0.08)
mPFS in PD-L1" population: 6.0
vs. 5.7 months (P = 0.20)
IMpassion131 Advanced Atezolizumab + p.aclltaxel 651 ACtIV?,- not mPFS in ITT population: 5.7 vs.
(NCT03125902) vs. placebo + paclitaxel recruiting 5.6 months
mOS in PD-L1" population: 22.1
vs. 28.3 months
IMpassion132 Atezolizumab + chemo-
(NCT03371017) Advanced therapy vs. placebo + NA Recruiting OS-NA
chemotherapy
B2 + ini . -
NCT04405505 Advanced 1282450 + anlotinib vs NA Mot vetre PFS-NA
paclitaxl cruiting
Atezolizumab + nab-pacli- pCR in ITT population: 57.6% vs.
IMpassion031 Neoadiuvant taxel + anthracycline vs. 333 Active, not 41.1% (P =0.0044)
(NCT03197935) ) placebo + nab- paclitaxel recruiting pCR in PD-L1* population: 68.8%
+ anthracycline vs. 49.3% (P = 0.021)
NSABP B-59 . . Active, not
(NCT03281954) Neoadjuvant Atezolizumab vs. placebo 1550 recruiting EFS-NA
A-BRAVE X . Active, not
(NCT02926196) Adjuvant  Avelumab vs. observation 474 recruiting DFS-NA
Atezolizumab + chemo-
IMpassion030 . Active, not .
(NCT03498716) Adjuvant '::lerapy vs. chemothera- NA recruiting iDFS-NA
2.1.2 CTLA-4#4p %7 CTLA-A R T TAIMIERTE S50 B A LB 5 & 8L, CTLA-4 7E TNBC iy &

P 5 B 1, T AN TG AL S, CTLA-4 [ 358 M,
540 5 5L 1 41 it 2% 1T ) CD80/CD86 4 A, i ifil T
240 J0 X i 9 298 L 52 22 A 200 %) 28 % 40, il BEL e
CTLA-4 F] 3G SR T A M I PT I IE F0%E . Peng

58 T Luminal Y7 359 F1 HER2 FH A 7 789 2L, s , 312
71 CTLA-4 J2 TNBC VS 7E S B iRy #0412 . Z I
WG R IR IR R T CTLA-4 150 7E TNBC H (7
3. KN046-203 & — I JF b2 (1b/1 | Z oty
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B RBFSE , B 78 PEAl PD-L1/CTLA-4 RUR: BT
1A KN406 7 15 1] TNBC 5 3 i A3 501k A =2
PE o WFFEALH 27 6] Jry i it e AN mT U) B s i
TNBC H & , 52 KN046 BX A SR IZBEiR YT, 45 L i
7~ KNO46 Tiit 57 14 KL 4f-, #F PD-L1 BHME ¥ TNBC f 4
R RAF BT G T PRS DRy 7.36 1
A, 124 H PFs F g 49.4% . — 11 1 W BF 5%
(NCT02536794) fii 1] Tremelimumab HX 4 Dur-
valumab J&87 ¥ B ZL IR , 9 A4 11 45 ERFH
PR 7 24 TNBC B3, X7 VA 7E TNBC S &
o I I PR AR 25, & L2 fif % (objective
response rate, ORR) 4 43%, {H J& % F 5 /& ORR &
IR B T 25 ARG R A Y B . BRI,
Breastimmune03 . NCT02527434 ., NCT03650894 %4
B CTLA-4 41351 1 FH T TNBC 25 SR 1697 1Y i
GEIELESE T, Horh AR 48 T /I R I
HAN T H 52 B Bl & WA SR 45 3, s Jo k3 1A
B8 1 CTLA-4 A% TNBC A I 74K .
AHMER 1, CTLA-4 $l1 ] 51 7E TNBC S B2 IR T
F) i1 4% /N K PD- 1/PD-L1 i 5] , W # 7E 1Cls Y 3
o7 2% 55 U8 T & 1997 8 2% 5+, KEYNOTE | IMpas-
sion Z 51 Ifi A 124 56 32 7 PD-1/PD-L1 111 1 57 £ 5/
i35 TNBC, i Hi A& PD-L1 PHAE i b B LAY
7 ROR L A, T AH DG I R 5 25 R 7R CTLA-4
PR 7E TNBC Hy 7 O AL T PD-1/PD-L1 41 ]
M, AW E S ALY B . R, ok &
CTLA-4 4l 7475 & b L1, Kk TNBC HR AT A7 7
4 £ 3 XF PD-1/PD-L1 #4711 JC S I, CTLA-4 1)
il 79045 22 T 25 TNBC Y JR 2R 3R 7T o
22 WM ERTIE BRI T
ICls B4k 7 7] Sk TNBC H 571 Sk AR A7 3k 2%, (BAT)
ARG BB X IZIRTT R SN AE , RS 30
WF9E NGB FIF & B e a1ty ik, i 4k
0 S e T AR R b 2 — RS CAR-TYT
P TILs y7 ¥ TCR-TYT L. Bk =Ry ik B 78
B T A0 BT RE T, T TILs ik R T A
V5 T E I RE 4H 4, CAR-T FI TCR-T 7325 U] Sk Y
T AR I X T AR AT N T e .
CAR-T FI TCR-T Y X Bl 7E T CAR-T — LA [a] i3 24
it 3 T T B, T TCR-T 6 30 1) 73 41 i 26 v An 4
O E N

% & P JR 3Z 1K (chimeric antigen receptors,
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CARs) & — P& BAZ 1A, BEAE M T 40 M AR T 32
B SV 25 A A AR 51 g AH & BT IR (tumor-
associated antigens, TAAs) , 2 T fiff 5% & B CAR-T
JT 0T B AR M R A A . B
2 /0 12 R I PR 5 1E 78 PFAS CAR-T I i
F£ TNBC 1 197 85 5 4 40, ROR1 & 37 1A %
SR K AW B 2 — , #E TNBC 41 i 2 1fi /2 &
Fik, — T T HIRFIE AL 4 19 22 280697 1 6 15 TN-
BC B &, ] A 3 {4 P4 4 % I 1] ROR1 1Y) CAR-T, 45
7R CAR-TRE R &8 AU A B A RN IF -
B LIRSy B, 2 IR AR e RS e . —
T T R 22 T I AR B 1 AR a2 i
U [ ROR1 [ CAR-T [ LYL797 1 %2 4= M Flif 52
PE MUCT 2 — i B B 1, AR ASIE 3K Tn-
MUCL 53 FRLIRE | B e S 4141, Gutierrez 55
I FH ¥ [5] TAMUCL [ CAR-T G YT 6 191 S {498 k0 %
(f0 45 1 9] TNBC) , iZ M 58 H AT AL T/ m BIR B
B, W10 A5 7 v T R B B A
o, e B E AT W TEM CAR
#5381 45 AXL . TEM8  EGFR 4 . CAR-T YT L 7E
TNBCIGYT T I HE ) A AEFE 1T 2 IR ME , B 46 %
B30 PR DA o P v AR R e A 2 B
e S o i ) e ks i 50

TILs ST SR AR S 3 £8 35 i Rg 2 210 T 241
J& Il 22 R RN IR YT O 2 IR R AR
Jed RN 43 S A (Can v bk des 45 LR 46 ) o giiE
SCHAA—EITRK . Zacharakis S5 IS 42 {51 i 1
FLAR I FE 0 TiLs IO R B R AS Y RE T, &
A 28 1] L 14 TILs 2/ RERUI — R bR, 5
2 N4 6 191 /2 35 12 52 TILs 7 . 3K 5 Pembrolizum-
ab AT, 2 (9 SE A  JbRg D  /0 , 1 1) S R
B SR ARG AR  —T0 SEEAREE PO AR Sk
() 22 s JE PR 28 TG ARG 56 5/ 1TA TILs
T I TNBC B AR 55 2 Fh S AR IR T T i) 2
PR R BF5E N SURIH CD-137 s B HT {4
WK T 40 I 2 AR B sl VAR SR 1 TILs il 45
LN-145/LN-145S 41 Jifd , iZ 40 Jifd n] 5 2 AT 45 S 10
BIE A b RE AN A DO RE , B R S A 7 2
ZARH ",

TCR-T 7 5 1) FH 3 A T2 3 A A S 1 331
Jib g 470 B 1 TCR J7 81 S A BB 3 A1 J) I A T A T 44
ORRER A =R N ) A EE T e R N P Z 3]
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20 Z 4 1Y K, 22 Tl R i 0T 5T 42 78 TCR-T 4
J T DA S0 SE a8 200 B, 5 T e PR e 2 T 4
[l NY-ESO-1 , MAGE , GP100 %5 fiftJag 5 S M Bt JE 1
TCR-T ¥ ¥ % PR 0 22088 . &5 1 o s R ok IS R0 g L
A —EIra ', BHET,F TCR-T I HH T TNBCIRYT
B oE R 5 A, — I T B R R il 5
(NCT04639245 ) A4 Z 4Ll ] MAGE-A1 [ TCR-TJT
Ryt A KB,

25 LRTiR , ACTIRYT TNBC AL TR R
B, HAT CAR-T T VE \TiILs ¥ 1 25 41 iy 7 1 55 TNBC
Il PRARHAE IR T 38 A I 1 B, AT 5 8 22 im R R0 5
B S HE TG RIS TS IE o [RIEE, Anfn] A R 2E K
T 20 i 1) i T AE RS = ALY 3 L & ACT I iEA))
REff U BORMERT . AR, ACT I7° 32 AT B LM B
B AT B 1CIs T 245 £ 8 1) —FhiR T r e g e
2.3 PhERE bR MR S iR T Y
POz —, R o 2K R A A 2
TE A R P T AR RN i LR S I
N, IR BN TR BRI R H Y. HATHEARG IR
WFE 1) TNBC % 1 £4. 45 NeuVax . Adagloxad Simole-
nin FE T L o-FLIG & R A

NeuVax +& K Ji T HER2 19 2 IR S P8 1, — T
b Sl AR5 A ZH 275 i HER-2 IR 15 L FL IR
P SR 1R 1 1 o AL AZ NeuVax BX A fe e 4k
5] GM-CSF . Trastuzumab % GM -CSF Bk & Trastu-
zumab 5 BNIAYTY , 45 R R ITT AREP R A
Y5 4 7% (disease-free survival, DFS) 3k 55 8 ¥, 78
TNBC 55 v, 38 1 41 1 DFS D) &g 25 w8 T X e 4
& 78 NeuVax BX 5 Trastuzumab 1] 1E 5 FL#H TNBC
% BIGRTT SR I, Z2 W52 e AH SC BT Glo-
bo-H 7£ LMk i AR & | 1 9 A% b B2 2 R TR Y
JibE v R A RV FE I PE T L . GLORIA J&—
WRANL 2 s FFBOPR 28 1 TLTIG PR IS, B 78
PEAH Globo-H ¥ T Adagloxad Simolenin 4 B & 7T
Globo-H FH P44 15 f& TNBC RO R, WF5E 1 2L
L i AFERY iDFS, H BT T4 THI 5%
AW B, IEHHOT o-FLI5 & AU Ik
Mg 10 i ity LD 3R 3K T RLAR 41 2, {H Touhy 55 & BE
2 70%TNBC LA PR R 1, TR 5T A BB
KT — Tt o-FLIE 8 Y 2 IR, R sh
S5 3% BHAZRE B 1T LA &S 4 A b i 7 /) BRUEL AR
e 52 k& o 2021 4 )7 Bl 1) — 0 TR 5T 4 90 A
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18 ~ 24 5l . A A () . 1 TNBC A8 2 ifE 17 0% v
T, & A2 TTAR 2 1 A 32 700 2, )5 200 DAk 12 %
Wi BT TNBC & & RS . — I F AR & 19 1
WIBE 5T A4 18 191 TNBC S 3, BfiHL 4% 52 DNA RE T
-4 Durvalumab 7577 5%, DNA P P B AT, 5T
W XoF b P A TR 2 1 2 o SR 1) 28 4k, T
2023 AR 45 AR

I ARk LRI B I AR A ok B S Y I
KRR 2R R DB SR T T AR
5. b T HETF TNBCHE B 1A %R WF o & 11T
U5 % ) PE T 5 1Cs IR BRI RIS . WA, LU
JE A T AR AIMIAAR ST 4B AR Ay St 1 e 98 240 i
JE T . DC 4 ¥ 1 76 TNBC Zhp A 0 rp 90 1 B
U 1 T R NG L AR — 2B E A R F

2 [53-54]
o

gt
24 BERE WEREITRE RO AL R
PEIT 1, R ISR w35 PRI 110 5 1 e 42 42 o
FEARSE IR AN . 22 TG IR i I 9% S 7R VR
Jpa 5 1] LUGE JE TNBC A I IR T 175 b i Jeg f 72
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Research progress on immunotherapy for triple-negative breast cancer
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ABSTRACT Triple-negative breast cancer (TNBC) is
a subtype of breast cancer characterized by the ab-
sence of estrogen receptor (ER), progesterone re-
ceptor (PR), and human epidermal growth factor
receptor 2 (HER2). It is highly aggressive, easy to re-
lapse, and chemotherapy remains its mainstay
treatment due to the lack of therapeutic targets. In
recent years, many advances have been made in
the development of immunotherapy for TNBC. This
review summarizes the primary modalities of im-

munotherapy for TNBC, including immune check-
point inhibitors, adoptive immune cell therapy, tu-
mor vaccines and oncolytic virus. We present the
latest research progress on each treatment from
the perspective of clinical study and fundamental
research, while introducing the potential predictive
biomarkers and resistance mechanisms of immuno-
therapy for TNBC.
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