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Tumor-infiltrating immunocytes and the distributing profiles
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i e 2H 23 AN DR B 1R b R 4 i, 38 R
i 8 A A R i R 32 1 1 4 2 4 I (tumor-infiltrating
immunocyte, TIC) . TIC 2 8 9 % #3455 (immune
tumor microenvironment,iTME) 1] 2 B 20 il K & , H
WA e e ' FH P 2 25 1 T 9k 2 402 Ceytotoxicity
T lymphocyte, CTL) « 1 & 5 Wi 4f fd (macrophage 1,
MDD &N, SCAT g a3k b Jeg 4 FH 1RO 15 12 T bk 228 40 g
(regulatory T lymphocyte, Treg) Fl M2 4 g 2547,
TIC 43 A A58 3 1) 22 M 32 LR I AE S 2% 248 i 1) Fof
K HE 5 ) Je H oA A B A5 3 AN J7 TH 3 AR
TIC 53 A0 158 3K 28 84 43 9 ¥4 i g B L VR A 280 0 i) Joig
Lo ¥R TRg R I b e S o R ) ot IX L P A A
955 2 53 AT, VR A B 2 30 A i T8 20 5 e 9% 24 VR
HAFAE [ Jon 284 D0 2 30,y 4 92 200 0 L o g N 18] Joi X
B ORD R 1 3 2 18] Ji X 7 A i B, TIC 195y
A1 B I A7 A2 T RE b R A 1 R 2 e .
CDS8"fit g 122 i P4 bk 2 40 fid (tumor-infiltrating lympho-
cyte, TIL) B A HU MR /E FH L i /2 H Dh g i A 1",
{H 3 05 1 20 2043 A7 [f) CD8' TIL H A7 £ KRG
PR E R« 55 7, X 2 H D) RE ) 2 e D). i
SRR ST R I, TIC (143 A 4% 20 AT LR SR Fat ol fih
Jed o TS Jpt Mg i o7 97 A X487 1 TIC 43
AT o T o — SRR FE T E AR IR D e fh
K TIC FIThHE » MR P4 A 22 S 795 7 T R4 TIC
X E AR ST IR . H TR FARDIBR I i
JEFRAS , AME ] DR F % 1 2U0 2 IHO HAR T 2
9% A0 9% 2H 24K 2% (multiplexed fluorescent immu-
nohistochemistry, mIHC) £ AR} 5 A7 TIC 47 F A1 %

SE F = 5E B 43 A, T Bl W] BAR FH I 2 4 AR ) 4
BN TIC HHAT IREZEHE T . B4l FE AR IR H ,
AR T I XS TIC Je He o A U RN, TIL &
iITME H WV 85 22 10 G 4T, SR T4 i 8 -1 IO
NK 4 A0 1 M4 7344 , i i 5 44 410 1) 240 1 Cy -
eloid-derived suppressor cell, MDSC) Il /& KI5 £ % 11
GPEAML . A X TIC M H A A il Ui s it
BATERIR , BAE N TIC 73 A U i Rt Fe $ fit 2 2%
M BB R A

1 TIL

TIL & Mg H AT W EZ D& R — %
FEAM . HEAE TIL 21 CD8 5 CD4 43 1 ik 1 1 i3
AT HLEE Hb 232, H 32 VA 9 CD8' TIL 1 CD4 TIL .
T TIL 73 B AR EVE 2, 11 CD3.CD103
CD39%%,

1.1 CDS8'TIL

CD8"CTL F Z R e A AR, A4
Ji B 3 #2382 4% A Fas-FasL 38 12 11 % 5L 2 - OkE il 32
1%+ CD8"TIL H Bl /D BUASAF 18 K 5 G 9% 0 1 4
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[ CD8 Treg"®, HI A7 75 K & FF AN XS i 988 4 A A 45 4%
Ve R “ 55 007, WANG 250K I, B4 3 5 ik
CD103 /£ CD8'TIL | 3Rk , I iF 52 CD103 J& CD8"
TIL 28 Ji 98 o J « Y04k 7 T 30k 19 A= 0 bs &) -
DUHEN %54t B A7 45 S5 4 2% 1 5 4 i g 7E FH 1
CD39 F1 CD103 XU BH P CD8 TIL M “5% W & v % 5
HR R I F AR AR A A% W 1 B A7) 5 Sk 30 R
Y B R R AR AR AE (OS) 2 2 35 TEAE G
12 CD4'TIL

CD4 TIL IV £ = 45 Thl. Th2. Th17 1 CD4"
Treg', fERMJ51H, C 28 I X 3k 55 H 3 (forkhead
box protein 3, Foxp3) /& CD4" Treg I #F 1iF ¥ #r &
YN, FEVA BT, 5 R R RSB R 2
W82 22 5, 9 40 Th 28 Jfl 5 % 78 CXCR3 #1 CCRS,
Th2 41 Jfd 75 # % CCR3.CCR4 F1 CCRS, 1fif Th17 41 ffl
W/ ik CCRO™ . 7E K 5 % £ T e 77 T £ 244
955 A0 AN Gz H
1.2.1 %32 2453065 Thl 2 B Sk iR 28 B & 3% %
P A0 D RE , {H 23X Fh o 40 g 77 S5 AL (1 4R 8 1 K
E AP, Thl 4 i — J7 [ fg i i 0% CD8'T 4
JiL  NK 4 L A M2 fif Sk D) 22400 1) ik g 28 e A= <, )
— 5 TH ] DA B bR 4 e AR s AR R IR B)
R A 3 . I I PR AT RS A I, IL-6 1] LA
Th1 48/ T B PUMIEE R B2 d@ bt IL-6 Hifkia
7 EFEAREHG N2 640 A N Th 48 M 5t eI 25081,
IXHE7R 7 Thl 20 B AE 2 640 4 P9 0T Ii8g 1 25 5 e 7
IIFEIE K. AN, BARST Th17 4182 5 808 L
il B H 1 AN L AH T AR 7T R B, Th17 48
7E U I8 S 9% 36 T 1 FE R e A 3 o
R o
122 %% a8 Foxp3' Treg Al Th2 4H Jiig X fif
IR ) A 2 4 0 iTME A e 3 v, BT/
Treg B A om0t . H §IXS 8 Foxp3 Treg 2
5 G e k) A S A R 220, T MAT &R I, 1
T Treg LU IE 5 1735 11 Treg Fr & 75 14 G 02 04
B, 3X 2 TR TS Treg AR O & /N 2 AR 1
FE) ATP PO Ak o B, I 28 i 5 15 5 18 2R
I T PR A IR T B 2, IX 52 7R X iITME 1)
ATP ¥ 0] oA ) T LG5 MR VR I 197 288
1.3 TIL &899 £ X,

TSR AR 22 T i ed TS AT Rt Fedt SG v E 1Y

(programmed death 1, PD-1) 54X} 98 76 I BT 3K
A HE5 CDS'TIL I A RS AHIG . Jyih, RIBAS 25
XF 21 151 A 1 R R T R T IR RS, I K
L8 97 5 Bk B YR 8 5. 4¢ (pembrolizumab) 597 BE 3R

PRI UT 1 0 S R (62% ) F 58 45 [ B R (33%) 5 T
FOK A mIHC KB, IE 2 X FHICAI6 7 39 0 1 CDS”
TIL {4345 , T 238 1 iTME , IX $2 7R 34 i1 CDS*TIL
()43 A A F) T 24 35 Bt PD- 1 490 o83 18 7 197 24
STASIKOWSKA -KANICK 5215 78 f41] [ fizs i R 44
it g B 3 3EAT 2 AN R BR ) THC 1 78 R 81, CD4 TIL 1
Jib 988 F2 7 MEFE T2 B AR 1 (programmed death ligand 1,
PD-L1D) KA )5 Foxp3 TIL % 5.3 1EAHSE , i it 8
PD-L1 [{)#%iA 5 CDS'TIL £ &3 fuki 2%, 3 A HUE B
ZEH (n=41) g 41235 T Js LT 2H (n=37) Wi 41 21
T s 1 B A A (n=18) AR L , BT 35 2047 ) CD4*
TIL B# 2 T+, 170 41 () CD8 TIL . % /b T )5
Wi, 1% 3R B TIL SR B AS [R) A B0 795 LA T
WAE FH . LUEN 25035} 375 451 = B P 3L i & (triple
negative breast cancer, TNBC) 1 fl Bl 1t 7 (neoadju-
vant chemotherapy , NAC) J& [ 5% B4 I3 kE B 50 5 B, W%
BEi kLN TIL 5 CDS TIL )% % 2 1EAHSC, it £
=M R ILTE B K 4 A7 (recurrence-free survival,
RFS) H1 OS I & K 25 15 5k B4 9 kk N TIL 1) i % 2 &2
BFEMFEM . GOTO %K H IHC X 136 45 TNBC #f
FR I, NAC B 5 #9934 P CD8'TIL 5 Foxp3'TIL ()
e 5] 5 RFS 2 1EAH 5%, NAC J& 5% B 9 4k P iZ Ee ) 5
RFS Jz OS #5 2 IEAHIK, A& NAC #if J5 1% L 3 n 5
9 B3 A0 5% 5 3% % B NAC Hij i#) TIL 43 A B 28 A] bA
F R T0I NAC 97 20 & FiUs » 7F B NAC J& iTME 1]
HCGE T U TR BB TE R . (2, Bt
1BIT FEAR N TIL W A N 2R AT & 5 FL3a 2 9t
ORI IE YT B30 T TIL WERE A /A A X, 30 2 R
G HUA E S BT TIL WRER A i =X, B2 /5
T LR ARSE TIL 2 A7 A 2 e K 8 k-3 1 47t
RV T B EE AR TR T . 7 ARk
FH mIHC 7255 w5 K iz 9 10 ¢ 5 58 4k & B, CD8”
CD103"TIL & e fIC RS S 7 s R &= . A B 527
F B, CD8'CD103'TIL £ 5%t PD-1 Hiu A& 5 77 JH 83 11
G N, A AR, CD8'CD103  TIL 1] g il
R HOBURL G B R A R A . IR T4 IRk
B, TIL 73 A 452 2 (1) 45 2 28 B AR AT DASR0II Jie g 1 5
B A 5 1T EL AT LI T PD- 1 H04A 96 97 B I8 1) S
PEET AL

AR DA mT i, RUSEAS 2% 58 TIL 55 i 41 i
FR) 22 1) R AT A5 0 » TIL 73 An B2 ) 4R e SR R B T 2
AR EC ], tnT DL SRS A i o BE S . (T
TEIR— 4 i 2RI TIL 43 A 458 202 e s 20, 18 75
TR YA FC B I SR I PR3 SRR AIE AL 2R SR (R A
FER BT IRNIR G . AE T TIC #2304, B #T TIL 4
At A R 2 R, BB T — S R AR,
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I HJ7 k5 B e 7 AR ER . X e R A
BT H-E Gt e 8] 53 5 525 AR DX 70 AR oh e b5
ARG E G N A, XL 50 WXt
A A 518 G B 40 ML F) o0 A A AW ST R] BE R BT 4R

%)‘(0
2 NK4iju

PSR 1 G L B T3 P S b R A ]
HRIZEMS 5. NKYIHE R 32 256 A 5902 40
K, B 5 CD8 CTL ZEBA I 41 M B¢ 4 F , NK 41
28 TFN-y 55 4t i R 330006 5 mT R 4% B s I S /A
RURL o B FEPUR I, FEAS T BT A I R I2: 1 14 NK 48 g
IR RIEA R R E R . M R K 2 %L
NK 41 i {126 4 CD3 CD56" " CD 16", iX 4 i 7] LA
41 WA TL-10 F1 GM-CSF & Z R K 1, 2 5 5%
FE A 5, R A b H NK 2 i JRg 2 i R S s
AR, AR CD3'CD56%"CD16, SUN %51
SR FH L 34 B A XS 200 P e 38 B A A B2 SR FH THC %
177 ) BEAE TF AR b A 347 0 70 R B0, 58 3 1) RFS Al
OS ¥ 5 CD56"™NK 4 il T fit #E v 52 £ AH ¢ , X & B
NK 4H A IV 8 f1 73 A7 DR 25 0] e 26 2 1) A A7 B T
MAEHR .

3 MZ4aps

M 41 Jfd 52 TFN -y J0T 75 40 8 M1 B4, 5 &
FEGUR R RON , IX PR “ 2 LGS @A MR, &
CEFEBE IR, M 41 SZ TL-4 A1 TL-13 30 i
1 M2 BU20 L, R 3k e A2 2B AR . M4
V. 1 % B bR &L NOS2 (M1 4 fifg ) A1 CD163
(M2 B4 f DB, B B % e 26 23 M4 it I 72 1) 4y
A A5 I J BA B 5T, FH SR Tl A 5 ) S
41, LUNDHOLM Z52% H THC % 170 1] §1f %1 iJe A1
457 1) 45 E e ot 50 R B0 Je A 23 NOS2 4l il 5
CD163 "4 i I b 51 5 11 51 e 2 3 AN R TS A
5%, T HL 45 B e vb i IX — bl 58 25 v 1 i 00 R
H5 45 H e B b TS A O o

4 MDSC

MDSC RIEE 7 KA Z #F, WK iTME & £
P A, I B0 R 4 P G g% R R 4y A e R
ZH 2 ¥ MDSC SR 5 T 2R BRCERL 41 A« BR A% 248 fif A
DC %™, HAl R AZEMDSC )2 FE R A 32 2
A 32 A A MDSC, H 2y CD11b'CD14'CD15
HLA-DR"™"; £ J£#% MDSC, H: £ % 5 CD11b°CD14"
CD15'HLA-DR B, CD11b°CD14 CD66b" ; A~ i #4 MD-
SC, H: % 4 Lin (4 4% CD3.CD14.CD15.CD19.

CD56)HLA-DR CD33%, R MDSC #M HH %
FEVE, FEA ) b AT IR 3 B A — & i Bk Ak
PR (ER AR SR AT LLIE I W %% MDSC 78 M8 2H 23 1) 75
AR AS R TN 838 5 - PENG Z:07% A it 2041 i
ARMNFL RS 43 B 1 LinCD33°CD11b'CD45 ' MD-
SC 2 A, 35K A THC X 4 43347 CD33 Yeth, 4 i
& 7y N MDSCPY Al MDSC e 5 41, , 3 i A2 77 70 #r &
B, L HER2 RIA 515 ,MDSC e 4 #5 2 I ZE Tl )5

5 4 &

TIC Z 5 B TME , FE7E 8 ik Ak it A2
P 1) B R P AR R, TIC 43 A A 2 AT DL Sk
U i Eg 58S TS S MR VR T 9T . TIC 1Y
AR B 2%, 7R [ — i kA, T DU FH TIL
NK. M 4 g J& MDSC Hh 2 5 558 43 W4 22 0 25 1381
REE A, BN R — R 2 5 — A AR
RUASEC; [A] — 9k TIC 1) 4% P4 2 18] AH EL 52 L AH B
B2 s TR AEAS [F) i 2 (8], 2 2[R — 2 AN [F) 90
Sk 2 1], R A AR [F 9 Ak AN [F] X 32 (8], TIC &2
T A AT R AR K 25 S 0, BURRAR R IE VP4
B MEHE TIC X T 5 FPUI I T R G vk S Ay, B A
FTHie 7 B AR R 5150, 2 KRR IG R 5T
[T Ee S A = I 17 1 D2 N (O TR SR WA KW L F
I7 RORSRUS B P 0 A T2 e A e R B S AE 2
W8 5 AH O R A L B s IR AR R, EE R 2 ol i
&P RRE A TR BIE 70 A SR B, 5% TIC 38 2R A 0 17
MRS TT FRER S B 22 (1) A 3R AR .
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