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Abstract: Recent studies have shown that patients with triple-negative breast cancer can benefit
from immunotherapy. This article reviews the research progress of active immunotherapy , passive
immunotherapy and oncolytic immunotherapy,to provide information for the treatment of triple

negative breast cancer.
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H i TNBCIRYF I EA LAY b 3, W HNBIF T %
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Do Ty 240 1 7T DA 32 3R K A e 4G A 0 1 SO G
BeAA, HRPCA MR G ST, 36 ke 2 W A0 A B
P e I AN AR G . BRI, SR e A A s LT nT LA
TG T 40 YT e 6 40 Y %) S S g, TR e i g
P o EIRERE IR YT BRI TE AN, T b 0 ez B AR
e Ko 5 50 0 )66 B P R TE T K1 ( pro-
grammed death 1,PD-1) } F it f& (programmed death
L1, PD-L1) A4 60500 20 e 25 4 T bk U8 &4 it AH 5G4t i
4 (cytotoxic T lymphocyte antigen 4,CTLA-4)¢',
1.1.1 PD-1/PD-L1 47l

PD-1 & — 3 1K 7T B S5 5500 240 JH = T 17 49 o)
PEES A A 6065 B 400 T 40 A SR 40 i (den-
dritic cell,DC) . A #& 2% 473 41 Bl (natural killer cell, NK
4 M) FVF 2 PR IR T R B 4H D (tumor infiltrates
lymphocytes, TILs) "', PD-L1 F 2 &k F B 408 .\ T
M F A NK 4 | b B2 4l (DCs A A
O

TEIE 4144 PD-1/PD-L1 AH HAE F 40 i) Jk
o AR TP SR A S SO A TE R 2 A A 2 i FE A A
B g 40 AL e i Y PD-L1 57546 T 48t 3R 19 PD-
L 255 Ja ml Al T 40 M A 0T 8 1 e e s i e
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M % AR e kiR FE MR OR S Y PD-L1 & AT
P55 TILs 3, i HL R A e Wl I e, Mitten-
dorf %5 & B PD-L1 7£ 20% TNBC %% 5t F i (1 3%
ik T AN S R L R R HET PD-L1 Rk
TNBC B AERRBESIEAC™M PD-1 2K PD-L1 #5315
5 SRR AB BRI R 5% T 3+ (forkhead/winged-
helix transcription factor 3+,FOXP3+) ¥ 5 ¥4 T 4 il
RN G, Ul BB AT 7E S e ok ik i 2 b oa] fE
HA W FEAMERS, s, A #iEFR PD-1/PD-L1 55 T
2 B %) AF ECAE AT B AIR T 4 ARG BE A AR O
T2, $78 PD-L1/PD-1 A g S 7% 1 TNBC £ g 1) ¥ 7k
RIS, Li % 0HE TNBC HIESE T PD-L1 i 5
FEHL, Ead e S PD-1 A9 B AR P R 444 58 G 28
i, —FhERXHE L 4L PD-L1 (glycosylated PD-L1,
gPD-L1) AYHLiA STM108 7] i 5 %5 il /& ' PD-L1 1Y
AL IR AR o DL, )T 285 W A I 0 R S 1) A
PD-L1 B8R (4 T A5 17 SR

2019 4F 3 J 8 H ,FDA HtifE 745k i 30 1A
7 = BIPEFLIRE IR T Y 25 W)
X EATE = BRI AR T 8 A A2
(overall survival,0S) 235 19 e 3% 97 2 T I IR 38
5, fER A PDL-1 HUiRm = FHEZLIRE T, AL 0S
M55 MHERK R 25 N fEZ e B IR R
P E 3~4 AN BN 3% SE s R B BH T PD-1/
PD-L1 DA KB SR 98 5 M T 40 it 0 45 =X AT i 2 — Fof vl
T A A B RIR YT ke,

1.1.2 CTLA-4 7 )

MM EEVE T Wk A0 AR BT 4 (cytotoxic T
lymphocyte associated antigen 4, CTLA-4)/Z — % 1 4
A3 AT 2 5 G g% SO Y 7 15 1, CTLA-4 it
A 38 1k BH W7 B 988 f 2R 5% (tumor microenvironment
TME) 38 2% i Foxp3+ 19 T 4, {4 T 40
S Y e O O AN P AN 7o 11 kL e
%% [® FDA #tt B CTLA-4 HLE Ipilimumab H T34
IT G RS BB AR 2 Karn S5 76 0] 24 68 2003 Bt Jt 58 I
(IRIFE Hh & B, CTLA-4 #5700 ] G X BAT J8 (5 3R R
U Ji-A  (melanoma antigen-A,MAGE-A) 3 ik [
TNBC f8 5 7 Az 558 1R S 88 S I
1.1.3 CD47 #& % & [ by

H 20 iE kBt R 47 (cluster differentiation 47,
CDAT ) J2& — Tl 240 Jid 3 1 5 5 26 190, A6 22 7 b R 40 e

Atezolizumab,
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FUIIE T4 AE - ARk . 2 CD47 SHEARS 5,
2o L 200 i RTS8 B D AT 1) A W BELIRT
I, — AR FU ) k% 5 5 1k 4% 38 oK . Noman MZ 4%
(IBIFFE R B CDAT T b B [ J5 % Al 3 114 8] o 2L 1
R AN b B O, Gl b R TR] B A S A
W5 N CDA7 il i 3 7 19 B4 5, BEHs CD47
VEFIBEWT , A R0 38 It T HLAR R A7 D RE ™
1.14 Zi&eEEWHHNKES GG

A e A 50 08 28 DA RS AR RE [ 6 T Y 20
B B A i 19 o A G R 2R B, A e 4G A o)
F(PD-L1/PD-1 F1 CTLA-4 BH W7 7)) B¢ A& I H 3 = T
AR JE—FA RN TNBC IGIT R ES . LA A
FAMR VIR S 48 15 T B T AREIR YT RCR | I
TR IR R A AR RS (R I G 5T e e
PE T 94k EL 4 A B iz 2
1.2 PhERE®E
1.2.1 b8 A =K 2m iR JE 3%

R 5 IR A L S 1 A A T A 0 B S A Y (anti-
gen presenting cell, APC),DC 7£ 175 7 Fl ] 15 H 4 J2
R PR AR, TERREE RS, DC AR
R R ERAR A5 T I IR BT SRR S M O A A2 4 i Y
T4, TNBC S22 30 7 AH 5C A4 g 5 B 32200 4
A TR 2 DC B AL M DC 2 ET™

=iy A M BT IR 67 2% DC Y 1 A7 AE R b 4t
JE AL, T 1G9 T 40 S A2 T RE , B 1k iR 4 i o
FEW % . Zhang S5 H] A0 ML fl G B AR S A I
DC 45 TNBC 4l & , il # 1 —Fhog B 9 i 5
Y MR T B DC R . BIFSE K B R G R R AR
K HA % 12 (interleukin 12,11-12) 1 T K-y
(interferon-y , IFN-y) 55 50 55 3 1 K, I Bl & 5 1
5 S (RO 40 % TNBC 46 i HL A7 o 3 39 9 1 A% 3
PERI=,

BB DC % i 2 75 I8 40 i v 2o SRR 1Y
FEFE LR DC 4 b B 5R T 40 1 S 2 DI RE 175
T MR R 20 M S0 R i AR T . Tang 55 ) 4%
RUNX2 i 32 ik 18 % 5 , 8 i 5% 4% DC 40 i, il 75 &
DB B9 DC B . KB B M9 DC 2 5 T 41
MIEH SR, R BT A0S WA TL-12 A1 TFN-y 25 G f
TR o W R He Ak, S AN E T
B 48 B ( cytotoxic T lymphatic cell, CTL) % TNBC
HATHE ) A A TS

B 2 2020 £ 55 26 % 1



1.2.2 DR5 DNA &%

i 98 TR B R 4 OC 4 172375 R B AA SZ 4K 2 (TNF-
related apoptosis inducing ligand receptor 2, TRAIL-
R2), W# AR DRS, 7E] &Z SR h i Rik . &
3 3 R PR AR PR AR DG I 12175 S AR B 3l R iR
PN T, Marie % % BLHT DRS k5 T 19
T 54 T E A B 3 UL DNA & & i (poly
ADP-ribose polymerase, PARP) 1244 ¢, LAk,
DRS DNA $ 1155 T 4050 i TFN-y, 3% b2 5LHp
¥ DRS DNA B1 nl /2 TNBC LAl DRS FH
Jif IR B9 SRR T A
123 Bk

A HEALRRPE T ( personalized peptide vaccina-
tion, PPV) V77 2 AR 4 i 2 19 32 3 o s D BEAS [+] T
TEAEAN R ) IR , M o Xl 9 248 L 1) B2 S vy o Bt T
PPV 7 2 Rl e 301 Ji g 5 BH 8 i PR 7 20020, AE37
JE— P N2 3R 2 A K I F 32 4R -2 (human epidermal
growth factor receptor -2, Her-2) i1 2 AKHE 1 , IIff R 2
0 el H HAT IR S, ) i 5 i A S, BE T
B FLARSE 1 &, Mittendorf %5 %% 298 f3i] B 3 i
117 AE37 [l RIS , 45 R R W] AE37 XJ Her-2 {5
FIRBH  JUHIE TNBC B E 2L 2N JFHAAR
L Al PRI
1.3 E-Z2AHER

FA—SA AP — Fh IR A G E, FREAE
JUAN LRI G A AU rh Rk . BARTE HoA IR #2121
FIRBAREARIK , (HAVTEA 7] 20 LU B ) S
RN b 3k . -SRI B A R e I
A5 BRSSO BRI, B T RE A R S iR
Iy R R EAE ], Bk ROTSE R BT TNBC il fE 2
— B e 9 — SR OLPUR B IRAE |, R i - SE AL BT
TR i ] BEJE TNBC B 1 —Fia T e #7270,
1.3.1 NY-ESO-1 ¥ %9274 77

NY-ESO-1 J& T - S LB 506, 9k it H
508 Tk e 5 B IR BT 2 — o Ademuyiwa 55 5%
215 {5 TNBC [ i B i B HX B2 367 i 9 1L 3
PRAEATHIGE, RIA 16% TNBC B # #i5 NY-
ESO-1,NY-ESO-1 BA#: TNBC 214U P21 CD8+ T
2012 T NY-ESO-1 BITE 2, Ll NY-ESO-1
Tk S MR A L PRER CD8+ T 4 i &kt £ 1
FIOGRY, S5 SR W] NY-ESO-1 F] BB 5 41 Hg Sy A1
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R e, S amBTI R S se, BRARIMR s,
TNBC #0367 s,
1.3.2  SP17 ¥21& %92 i 77

K F & 17 (sperm protein 17 ,SP17)/2& — -
SEALPUS, T2 2 Fh I vh X i Rk . SPLT #k
Ry 2 IR SR IR T I BB FE £, Mirandola 45
P 4T SP1T 0 1A R % i DL AR 7 A A R0
KFLIR I A0 R S CTL, T H Al B = & X6 45
SV e 96 R O BT I Y A 8 3R I FVRR S % CTL /v &
MG RENR YT, W SP17 HE [n] IR Y7 vl BE 2 — Fh T
FARFE I ) TNBC IR Y7 T

2 WEHREIRTT

2.1 CAR-T &7

A PR Z K (chimeric antigen receptor, CAR)
T A0 ALG 7 J2 AL TRk B A T 400, Jd
SEPE A ORI AR SE IR A . Song 5517
Pt — AR G U SZ A, IR 2 B 1 52 A 1) B R 47
AE]T bk E M, 328 T 9k U 20 AR AR AR S 4 1 2k
6, AR R FE TNBC 20 L, 400 1] i g3 4 i i) A
iz 78, CAR-T ¥7¥E H ik M T & 50 58 4 1y &
B, W B E RPN R N AT, A, EAR
CAR-T WP r Z &M agm, Bk
CAR-T 4 a4 34 35 S W {5 i, 4> J31) 2825 AT i o )™
Y P2 B MR A P TR 25 B A (cytokine re-
lease syndrome,CRS), CRS il & AW Yjfig A 4 ik
MEFI RO, A a0 s, 46
IL-6, #Z B A CRS X 1L-6 A2 {4 BH Wi A3 = I, {3
] B T T A R i e 5 28 [ s 7 Ok BHL 1k B
YAl &
22 WREETFFESHRGAREST

4 75 = B R 0L (eytokine- induced
killer, CTK)& —Fh B A7 2 Ff A0 ) 52 oV 4 2R 7
A R A L, R i Y S A RE ) A0 B RE VR
R S PR GBI . Pan S5XT 90 IR J5 TNBC 4
AT TR, &3 45 B3 CIK 3377 9 TNBC (B #
S B RTJC I A2 A7 1 (disease-free survival , DFS)3
VR, WAL AT R, 7E T TNBC B34
OS Fl DFS SERK B B Wang X657 G CIK
IRI7 ) TNBC S #EATHT ST, A BAEIR T I 16] JCih
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JT A SE I BE T, PFS F1 OS 1% Hp v 5043 W2 13.5 4
HF 1524 A, UL EWFgEaE AL 7 BE 4 CIK A4 % Bh
BIT Al TNBC & %, 3F HAEK TNBC &G
/H);ﬁ[%]o

i

o

3 BERERT

Vs R 9 B LA 1B R M S e R 00 L 1 e R
Jo, B AN R o R U BN VAR
I B0 1 5 T e N A, TR R 2 R i e
68 G 28 TR B A A R AR T 3E 1 FDA HEHERY 5
— ANIRITIEAE (TR 8 T-Vec AT 4 50 18R e F1 24 fige fi
JeE A0 X TNBC, % A Wil G 0% 2 CF189 J&—F
AR EIE N . Choi 4RI CF189 X TNBC 4 Jifs
PR T AR AN B, ARG & 10pfu 7R 14 N
FLAT B (0 I 98 4 FH BT DAL 295 R 2 BH V5 088 fa 0
IRIT AT TNBC SR Al e —Fopi a7 5 ik .

4 B =2

H1 T TNBC W20 E Y7 ToR, B mEYT =
Fesl 2y, =B FLIRIE R YT R FUIRE 1R 7
() — OUERL SRy AR Sk i e ie 4258 g
A 4 R TNBC B85 I AR AR R RS SR 05, Ak
TNBC J&J7 BT FBL . H T, K2 B o4 1 S fil
BB, i A VF 2 [n A Feff e, (A DR 5 5E , o
REVRIT K IT A TNBC YR JT7 R8T 7%
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