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[ Abstract] Triple-negative breast cancer (TNBC) and human epidermal growth factor receptor-2 (HER2)-positive breast cancer

are the most aggressive subtypes of breast cancer with higher recurrent rates, distant metastasis rates and poor prognosis. There are
increasing evidence suggesting that high level of tumor-infiltrating lymphocytes (TIL) is associated with a more favorable outcome.
However, the complex cellular components within TIL have an enormous influence on the prognostic value of TIL in patients with
various subtypes or patients receiving different therapies. In this review, we summarized the classification of TIL, the value of TILs
in TNBC and HER2-positive breast cancer and immunotherapies related to TIL.
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5 R RE R A PURSZATAE (chimeric
antigen receptor T cells, CAR-T ) 483697 . i
JREIR TR A ( tumor—infiltrating lymphocytes,
TIL ) & JF A% a0 & %5, im0 A A i
Impassion130 ( NCT02425891 ) Iffi i Hb 45 S 2
NP BT (atezolizumab ) B SAZRE AT LIAT
RUHE KR 2R YT I R PETNBC 8 % 1y ok g Ak
17 ( progression—free survival, PFS) , 1EAT
TF T S8 367 A FLIRE SUS B I R 1T 2 o R
TSI R IR B IR RN, AT
Z WG A TEAR ST FLI I T TILAE Dy B0 A FUS A=
YR SRR (E . TEAR ST, FA TR
VA SR R R A ST B o b i, B
FETNBCHIHER2 FHEFL AR -8 P 0 & 5
(BIEB
1 TILsEIZ EAMIFAARAE
FUBRIE TP A TIL 2R IR T =k L 454

(tertiary lymphoid structures, TLS ) RV
H XS PR PR B 3, — B DL e A
A FERICDA" Th1ZHHE . CD8 40 i & P Tk I
AH (CTL) . NKANML . M1 A fE A4 58
RN, 53—y 6 . 8 £ F i 96 A= K
CD4" FOXP3" T4Ififi(Treg) . CD4" Th24iljig F1M2
FOmgE A T AR R A AR 0 3 AR P 2T

( hematoxylin—eosin, H-E ) @]/ HPTILH B
FORLE AR, SCRTLICRE G I3 DA e AR T PR 12
4l (intratumoral tumor infiltrating lymphocytes,
iTIL ) Fa] Jow i 9 PRk 20 ( stromal tumor—
infiltrating lymphocytes, sTIL) , Bi#& &5 H
22 55 1 M8 A 4 kb L A, TS R A
HH A Jp e PN ) o L 2 b A, e Ah,
AT /0 iR AR A B R 30 B B9 T R A D A

(invasive—margin tumor infiltrating lymphocytes,
imTIL) ) SRTTSCAE A PPAR 7 5 32 ) s B =
AR EMHZ MR, 5 BRI SEES
SR 2 ORISR T TILBFFE Y
SEFHRIAE, H AR i B e B e e, B
DL S TILA SR % 0 FI220144F— 37
E PRTIL TAE/NL ( International Working Group,
IWG ) Ry 1 WpiGE— 22 TR A PRI S A5 o

XITILEH A DAL T, TEiE R K L
IR . R BF B R AL = R
RS, HE Tk — TR R
TR SR R AR A R B TIL A 43 L iE A7 97T 1Y
MSERRUETEAL 73, AR SETILAE R AE W br ik
TESERA T ARG A g A R T, HA A e
N T2 W et . XA PHAl AR A TR AR L
TS O A e AR~ s @ ander
XITILEEAT IR s @ At ATILAE Ik R L 4 e
2O BN TR BRI, A R
T A LR 27 ) X B UG A 7R BRI 40
AT, A AR BN T RE S B TIL A AR ifE
I A
2 ELpEA R F AR

TEN9831 ., GeparQuattro ( G4 ) . GeparQuinto
(G5) SFZTWFTH, WHFEE ZAETILE B =60%
HFLBREEFRVER A e A 2L (lymphocyte—
predominant breast cancer, LPBC ) [12-14] , TEIWGH
HERE TP LR 7 E H-E G PO g 3 13k L 4 i 22 1
i e 4 B8 — 2R FL IR 7€ SCILPBC, i HAHXS
FHAM R Z AR FLE . LPBCAETNBCH
B AR R, H R T LPBCIF AR R A #i MY
FERAEARAE,  PRIGER AR B 50N B H BN
— TR AR, TIABEME 24545 0,

SRR 5T B A SRR LPBC Ay Foph
A — 2 FUIR g AR, 0 —SE SO0 R i 2 45
TLPBCS5IELPBCHEH Z M A2 5. Carbognin
o U 5 A BRI ST AT 8T R B
AR, ZFFE R ILPBC & T 4 52 il
UGy s DGy T, IR R AR THELPBCAE
Wy Je B 58 2 98/ ( pathologic complete
response, pCR) , JF HFETNBCHIHER2FH M
() L B B T p CREBJEH Sy, 435 M 15.7%
M133.3%. GeparSixtoid I FpCRFBELELPBCH K
59.9%, #EAELPBCH #33.8% ', Ingolds '
FEXTHER2FHPELPBCHEAT T A5, PPAL T 44
Bl R 55 GeparQuattro ( G4 ) FlGeparQuinto
(G5) H Y498 HER2 FH 7L R i BE A v i
sTILs, KM GIELPBCHEAIAHLL, HER2FHM:M
LPBCEH pCRA L EHIM . 7 —TETNBCAFE
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R A —2 (10% ) figfgsmFIH4E R 5
KA, JF B T REER . ke gk
AL RN AL IR R I A 1R 2%
MIKi-6745%k, 3 TIWG R AR I TILITFAL 45 /i 18
I RSB BT A ek
3 TIL5=PAHEILIRE
TNBCZ—Z i 2= (A IoRg , L3 R 4 i
AFE B A S S, Sfp S Rt T
W UAER “fERfES" PTG R, R
A RE R G TR S R s
AT AT BOUAKT e 7= A G e 8, LB A3 i
PR ALY 259 1 BRI RE 4 I AE T 5 ke 1T AL
R PE RN, BEAMEYT L BE 5 R 8 N P fo 5 N
%, e RGUR BB E I . BT
TF 95 5 — A R AR B — B G B A S Y FE PR R T 7
TILH R W E AR5, XFTNBCHY T A i fe
VEFIRAERE B
TILZETNBCH () 15 300 AR — B 52 5%
0, TILH A R4 B AE TNBC Y T35 v 47
HWE AR MG, 201641 —Rmeta T A T
DSFEMASE SR, 22 964, Gtk E
TILS 8 AL ANFER TEPR A (disease—
free survival, DFS) FIEA1FEW (overall
survival, O0S) JF¥E A MM, HETNBCI
i, BEETILIG N, DFSHIOSAH FisE & 120,
) A A58 5 & BRTIL A () C D8 WA S5 DFS A SE
BIEFE, MFOXP3EHEN 5DFSE iAo, 7F
ERZIRBAVER & T, CDS T & s
WA LR RE T A U 4. BEAh, FEARR
IR, B ICD20" . CD3 B E A HE 1Y
PD- 1By STk I A1 R 15 OS Y SE A5 25 2 LI 4 1B
200 XL R B 6 31T AT
UMY IS, WEIE A R B ELIE TILH & K
HAHA I B ICZTHNE (tissue—resident memory
T cells, TRM cells ) ZHEEFIERICDS T4 AL, FF
HAERWITNBCE ., TRMAH ML & s 2= ok
B e my Y

L R A LA IR N A2 2K 25 W)
MAb 7 T R EOE A =B FLE R Y, B
AT £ B ST VA — B ABR T 15 1
WAERT, WF5E B TWIHAFTILRE RS Bl wii Aby 7 2%
R Castaneda® (23] . Denkert% 24 PRI A S o
TNBCEE 2 Ha B ALy an . 5 rm B A p
TILAY & S AT 0T b, SR B R TIL & 45 Lk
R, HOSE K, HAEHER2FHM: Al Luminal
R R F IR BE M S E

Park 5 25§ 1 IW GHER A TILARME AL ITAS 7T
eI AT T RIITNBCHE A . Park e T 121
BT, LA I TNBCHEZ A S S BT IR
62% 1 B F ITIL R T-10%, HAITILALPBCHY &
B di72%F19% , {HZEAN R sTILE & F A
OSH 22 G278

ZHTWA 2 E N T I TNBC EE X7 1
Jrak, AR HE I DR 4L RN S A A B TNBC
SR T 6N SR ANAEAE 1Y | SR A AR
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FEME 2 AR R R G e 8 5 0 20 HE
e 3% 0 — T SCEE [ B T T A A 3 R 40 L
(' The Cancer Genome Atlas, TCGA ) %% 1180
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T A ISTIL S SR 5 10%, B OSHA
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Z TAT R G Ih Z R BPRIT 2 e S KB R AE
i ( relapse—free survival, RFS) FM AR 2 K
2 B U IR A 4 R 2 A i 2
BREABU TIN5 54 B 7E HER2 FH M ZL A
T TS E R, BLARBLE ARG, WS
LR T SN A 928 A R A e A R 2 e
YERA G, WaTae 506 T TILR = A MR 554
20 A R I R HER2 B P A LPBC
MR T B 2 BR BB TIRTT BRI, SR
HATA A R UEE R, A A i Z 2k
PUAITRYE L, ANFELPBC A B AYTIL A (471
g I RE S B 47 FORES 1

AN, TILTE$E 528 B /7 ' HER 2 FHAE
FLIR I TP A R B p CRAGAE Db S (2 4
% 0 BRI TILK L 5pCRE B %
S, (IR IFIE 78 % I B TILK T
W, E/D R SG)T ROV R IEA S D
PAMELABFSE L B, H232 8 Ba T 5 515K
A TIL A 12 F a7 BT TILAY S LR K - T REE A Hb 750
MHTHER2VASFHIpCR 2

HER2 P B B9 TILH CDO8 B 241 At Fr o 1
H At H AT £ 32 T . 18 % CD68 ik T i
JREAH B WEA A (tumor—associated macrophage,
TAM ) i, Raphaels " #7521 HER2FH
P ETILAR IR R, ZITILs & i S HER-2
FH P g (A 2H 22 o 2 A B S B S R O, 40
it , TILAR R s . 700 A B ik
S A I Z B BB LPBCAE E T, TILS &
MR . CDOSFHYEAN M &7 Ll ik iy s, H
pCRAB MRS, (HIFALX, CD68 LA {K L
AIRE ST ¢, STFHusRE e, i
VFTECD68 1 Al I it — 2L I CD 163X 43-CD68”
Y AR TR I AETAMIFITAM2 , 2152 E A &
XHZEH

CherLOB [T il R 56Hs 12 L I HER2 FH:FL
i FB 3 BEAIL 23 Ao A Bh AT B A R 22 R BT |
PR JE B 2Bk BT+ B e 34, A
F1) (PAMS0 ) V2P AR Y R4 7 PN FE 7 L 43 A1
[T X g8 A G R A DA, 45 5 e Ik
A AN DI P T AETILAY PAMSOX pCRTFIN K /1

FH T A PAMSOTRI AR Y L0
5 #EGRERITREHHILSNA
TILsTETNBCHIHER2BHPEFL AR vh R B T
S KR T TS AR, T T G — 22 200 i B 43
WPD-1/PD-LIWTERT MR Th 9k 37 TR,
AT B Je I B R TR T 1) S B A T e
KA s I R s G BUR . WPD-1/PD-L 14 il 571
Opdivo ", WIS H L IPD-LIK Rk
BEMVELFHE, HiZMLAETNBC R il
&, B I & 3 T DL IR Ak i PD-LL1
Fe Ik AR B ALY T 5 AEpCRE T M BUS P
XS T SR bR AE i JRE 40 B A TR 24 v i
P, WER T HPD-LUATT AEIEpCREE i N
ARG L GuanE TR T 1340142 2 L
J 3 A3 11 FL AR £F AE SRR TIL T PD-L1 A 3Rk
R BTE P ZARBA M R B LA, e
Oy R, CD19™ Bk B2 0 25 3 g,
CD19" Bk L 241 a5 Ji g (A 55 rh PD-L 1Y R 1Y
i G e R R B VA OG . Loids V% M T 2
B BT IS TNBCER A3k A TILIG R A4
fiE, I LRI /IS RS AR g R[] 25 MEK D
il 75 5 PD-1/PD-L1IIHI B A, A Bl Ras-
M A PG % i #4075 7T 34 TN B C Ao ek ik 4 AE
A RTRENE, WIS I FIMEKATPD-L 115 A9 11f
RIS F2 4 T A5 . LAG=3" iTILZEER B4 3L AR
AR, JIF B —I0 7 A S A
B, IR B SRR A BRI 7 SR AL
THE L BT TRPD-1/PD-L1, CTLA4%
o PERGAT S AN ], R TIL A Rt Mo 8 G
TR A AR SC B AR, R AR S e T
FPFFE B0 . Diao%s 107 S IR Rg Jai o v S
TollFE3Z 4K ( Toll-like receptors, TLRs ) % zh7
SZULOVAMLRERE 7= A 2R GEE BT g B 1o 225
A BV TR e S T S R A, e R RO R
HCD4 FICDS YL L B3I . Treg LBk, —
TG T i B o bk L L AR 2R (thymice stromal
lymphopoietin, TSLP ) FJHF5T $#278 TSLPAE & Ji -
R T LR & R AL B P BB R HE R AR
WEBA T JGie 2 3 A S Ak 2= I o™ A= i TSP,
#R AT LLE S S CD4T Th2 i, #3557 12 15K
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IV B 2 240 LA B A A5 g o R 4, i EL
ST R G METSLP ] b 6 ™ 5 A 5 450 1 Y
KA

MEPRZARTH M (chimeric antigen
receptor T—cell, CAR-T ) &7 ik Einy vl
CARERIE NPT, T3 T 240 Jf 500 o e 28 240
Jia R A2 AR B TIRE , DI 5 208 53 g 440 i 14 285
Ko BHATA LI AR E A TR AL P CAR
RSP AE S B UCEA . ¢cMET, HER2HI
MLSNAE,  HA R 5o S /N 1) B8 T TR 32 04 % {t B
AR RPN PSR Se IR AR ) . R T
VI 22 AR G048 FL I A7 AE — 0% 2o 4 1 20 i
FEVRTT IR A AT, 45 X T 4H M 2y 6 % 410 il A
TN E 7 M, (15 CAR-TEFL IR se h A i
GRS . BIUNTregRERE IN I TAN ML IS 1, —
TGO AFPT AN 3 367 e R o T 22 B, 7F
XHAETT TRV EBE T, AMNE ML Treg F 43 Ho i
TXREITT AR o XPERWVFTILH Treg 23 521
CAR-TYAITHIITRL * .

R R HEFZR ( epidermal growth factor
receptor, EGFR ) 7EZJ50%ITNBCHWAFTER 3%
ik, JF BRGSO IE R G R ] S A
HWE7E A ¥ EGFRAEHUHI7ENCT0060024911f PR it
g T I~ TNBCHE Y, RIEITETG
TILH'CD8 FFOXP3 Y 40 A il 3 K A= 8 Ak, R
S AMi FHEGFRYUA R 3 I pCRZE T I L4t 1t
22 B AR, T-bet (+) AUIELEGEEIGYT
M AR Z L, BRSO R R B &4
fEAHIG, AW R EEThIN ST RE E
YA TR, T-bet (+) MIZEEHWIERT LIS
PR S e i AR I SR
6 BEMRERZE

Z IR R 56 B 2 TILYETNBCFTHER2
BEPE LRGSR 1 s kb b i o5 e R, R
()T -, F AR it 2 2R B BTIR YT R TIL
At S WG M CHIE R . A, TILIZ R
B I LPBCHL AR I H R A 19— 2L 1, {HTIL
FRAE PR — RIS UM . Al Ar A AN R R 52 32 Vi 1Y)
TILANTIL PN 25 200 B %) 20 HE I 7 L il 1
57 FL g TS WA AL, 48 kYT . NG

Jr AR VAT IR A, RS R EN 2
HEER AT T 2 —. Ak, Wa2EHEIN
TL A A4 240 16 S A AE A [R) Jid v e # B VE A 22
St I AR N ARGy, SPRIFSE R
VLR P 2L, FETFTILR AR 40 7E 3L
B i e R AL, SRS A LI iR
7 BT TR, A B ks LR JC R
P RH X5 v U TN BCATHE R 2 BH 1 2P A 1 A4
AT
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