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[ Abstract] The immune system plays a dual role in tumorigenesis and progression. It can identify and kill tumor cells in a
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process called immunosurveillance. At the same time, tumors can be forced to edit the surrounding immune system to create an
immunosuppressive microenvironment under the selective pressure and eventually escape immune surveillance. The immune
contexture of non-small cell lung cancer (NSCLC) lesions is complex and heterogeneous, which stems from the interaction of
many factors: molecular subtype, oncogenic drivers and copy number variations, etc. The frequency, density, phenotype, function
and spatial distribution of innate and adaptive immune cells in the microenvironment are significantly related to tumorigenesis
and prognosis of NSCLC and can potentially predict the efficacy of immunotherapy. This article reviewed the complexity and
prognostic relevance of the immune landscape in NSCLC which offers a better understanding of the role of the immune contexture in
tumorigenesis and progression of NSCLC.
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BRI, G 4 R o P 5 R A B 5 oy G L
PRI SOW T o B SR g o 7 T BRI 1Y
RS S R R A AP, TN BT A
YEFE T, HB43 IR 40 it & A ot A% 53R WL ast A% ek
A IR A R D P A 7 P SRR R S
AR S B R R T, AR, R4k
JE A PR AT ARSI 1) %) B Ied o e B B IO 58 Al
ST S e e IR AL B 2 22 i . A SR
NSCLCIAIAEE th s AL APk . 2. e dh)
REXE M A2 [ - AT FENSCLC I & A . & AR By
B AR T ERIR B0 iR G SNSCLCH
98 A0 M AH EAE FHAE R i A2k L R R R A v
P RENS SN2 9 =88
1 NSCLCGREMIMEMT R

20184F-Nature MedicineZ%:5 1 U&7 filides 40
M3, Lambrechts® " *! {fi FI 410 RN A 5
FEARTE 5t M AR A P i o g A 3 rh e 30
S22 SR AN MO AR, SO T bR TOA B Y R 2
Pk, FEANMESE AR N AR . AT 4R A
BANAEL . EWEANM . TR . il 76 4 A RN b B 4
M. NSCLCHEERIAEE Hr i F 2 12 8 20 M A2 4%
R PE RS R RN 7 . StankovicdE [
TENSCLCH VA BL T 130 AN [) 14 e 3 240 g S U 4
L 95% K CDAS 4 : B4, CD4" T4
Ma, CD8 THuML, XUBAVETANM, E mE4nf,
KAMRE . CD1cBERE X CD141 HERER SR M
MY ( dendritic cell, DC) , HIKkF 45 (natural
killer, NK) 41, rFVEkignd, ot 2
Ji, WERRMERIAN, DS KA,
1.1 ARMHLIE M

DCAE N —Fh & HRPL P2 S 40 L, HE a2
RGP B B VIA G . BEADC AT DL it
AN REPETIREL 4B Y ( cytotoxic T lymphocyte,
CTL ) FTGALFIIGEE, TR ADCHAT g il
HEH, Al kA K K F-p (transforming
growth factor-p, TGF-B) M7 i T 1T
M (regulatory T cell, Treg) A:h%, fEdt s
G ekt 1 NSCLCHDCAM h ¥ 4 REDC
( plasmacytoid DC, pDC ) HI#EFEDC ( myeloid
DC, mDC) , Ja#& MR mbrEn NCD141"

DCHICDIc" DC., pDCHAT =4 T B4k
% (interferon, IFN ) 3R$T g S i J7,
CDI1c” DCHICD141" DCHI T HL 5t &2 i A4 HET 4N
MLY% . NSCLCHY, CDI1c” DC#CD141" DC
Cilk 4/ R

BEEPEIHI A0 ( myeloid-derived suppressor
cell, MDSC) J&DC. [ 4 i Frok 48 Jfd (4 Hip
i, T2 5 AR 4 HAEMDSC ( granulocytic
or polymorphonuclear MDSC, PMN-MDSC )
FHAZ MM FEMDSC ( monocytic MDSC,
M-MDSC) , JHAEMIEROAE N EFRY L,
T G e A () 1G58, (W) 3 BT TR B A 1 4
AR, S0 SR A T, BT R SR
Y3 A R 22 (R B8 T, AT A0 T 200 2 R 240 i A
Ty Y pRah sz VRS, Sk AN
WRARMLIE BIMDSCRI {2 #ECD8” T ML T FIFEAR
iR 2R T

Ji JRE A OC B WE 9 ( tumor-associated
macrophage, TAM ) J2& 5% i i Je il A 58 i) o 22
RPN —, FEAMRZEA . MIEE IR
Jif3E i 43 TS PR 4R (reactive oxygen species,
ROS) . ifHME%A (reactive nitrogen species ) . H
AN ZE (interleukin, IL) -1, IL-6, IL-12, Ji
JEE PRAEIH F--0 ( tumor necrosis factor-o,, TNF-a )
FTFNAE L 5 0E B 2 A FE 50 MR S e 4 H o
M2 3 5 W 200 0 0 JMfr e SR PR 5 BT 5 3 IR IL- 10
CCiEatLIF TRtk ( CC chemokine ligand,
CCL) -18. CCL-125547 4 K 741 il 6292 S5
N, LA I A A AR R, DT ST e
it 52 g L2 TAM (2 5NSCLCH %
WUGAH X, —WimetadMhr " H8 i, Mg o
2 BERYCD68" TAMUE RAFITIE &, i fi
Jea 1) o vp = 2 I CD68™ TAMJEAS K Tl 5 (Al
., HIHTAMBYALE W] BEENSCLCHEH I TE
o O A o S TR RN - 15248 (colony-
stimulating factor-1 receptor, CSFI1R) {EH/+F
L5 44 A 78 b Jpg ZH 2 A G g B, R R
PN A IE I R TAM —FIG 7w , {HKumar
s OV gs 3, AR CSF IR 34 S5
TTAM, HZ35 R MIE AHOC AT 4 240 MR Uk 1L
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P CXCL AN, AT S5 22 1) S e i il
PMN-MDSC, {2t .

Jif g AH O Hh P kL 40 S ( tumor-associated
neutrophil, TAN ) AT DUAR s FHCXT iy 248 e A4 25007
YEHIZr INTHFIN2 TAN, [ i R i Fesz ik
TOMNMIRE , B MR A ST DT A A% e 4
[Fi) BTG S T I M e 2 7Y L N2 TAN
DR R E B 28 Iy 285 1 3k A v RSO R I A
AR NBE R T, (R R Y kA RS LY
Engblom% 2O BF5E s 8L, Fil i 20000 T 35 P e
IR EAL LR W) SRR S LB R, B iR
TR 18 KO MR VR R 45 5 1 T SR B B IR BEAE R F I
8 ARGy A e B U s o | =02 ) AN 41 0
16 AT TEH M fe 2 g 121

N K 4 i ] B2 8 il 2 L 2% R 0K i B A
INHOAN M, -t T 3 T AR A 2 A S A 2
Mo EEAE s S8 T-2Z (ki 42 Fas (CD95 ) FliFasL

(CD95L) MEAMMA S 2
ik 4 B 2 i 3R IA 5 R DK CDS 6T NK 4 AU
53 HCD16 FCD16 PHARE, Fii 4 40l N 2 fL
R AR BB () PH P Rk R o S T4,
ILCD16" NKAIM £ E S 50 My E/H . iF
gy 123240 g NSCLC & M b B NK 41 i
E D, FEEH TNKAIRCDI6 K
SEREAR B, RussickZE 2 % [ TNSCLC i
968 DX T Ji 988 XN A i 1 2 S el B8, B
g R A B N T % 8 2 - 1 - Bl PR A2 1Ak 1
( sphingosine-1-phosphate receptor 1, S1PR1)
MCX3CHEHLH F3Z K1 (CX3C chemokine
receptor 1, CX3CR1) , i FRILCXCHEBILEF
ZAK5 (CXC chemokine receptor 5, CXCRS5) Al
CXCR6, HKUINKAMP T %0 . CTL
MXKPr)H4 (CTL associated antigen-4, CTLA-
4 ) FAA 20 M BE S AR SZ AR 2T AE PR NK
A b Fh 2, IEBINSCLCHNK 40 M g A2 )40
il ol A A 2 e e

1.2 & M SR e

Ttk EL 240 B 3t B A R 7 S e R e o 4
Sy 0 TR AN B ASECTL . il
THIME (help T cell, Th) FiTreg. Th1/Th2 F-ff

e 23 1E R e RGE DI REZE L, 0 i 9ok ok A
Pevds, AWFSE T EYZ, NSCLCHThl/Th2i%
B PIHHSE, CD4 FICDS" TN & HAx ik i 4
UL R i i I P R R RICRE T 9 4 i -
MU N F 2555 . 3 RHR S5 Treg 2 M
fir 17520 Treg AT S e 04 1 A 4 0% TG fi
PIR IRt , ol VTN Sy Bk K A 26
HH4r -3 (T cell immunoglobulin and mucin
domain-3, TIM-3) | k40 B 16 1B 2E 1A -3
( lymphocyte activation gene 3, LAG-3) 6%
MfES, HFTGF-piGfL, #E—LALiiTregsy
b, IEI TS 0

Btk U 40 A 3 ok 7 AR BTAR L 5 S T 40 M Ak
KB SR e N, FEAETE T I
RN AP TIR IR =k L2549 ( tertiary
lymphoid structure, TLS) 1. Bk 4 i i
S R EE N AE- . — 5T, R
Btk 400 ( tumor-infiltrating B lymphocyte,
TIL-B) REfgdd blsde 2, P EPiiReir B2
ol &4 Jf PRl 1 1) R AR O e e ke, TR Ak rY R
1 B4 55 200 T 4 B 225 AH G, #E¥B Y TIL-B
HTreg R MM . H—J5, W FEBANE
(regulatory B cell, Breg ) i 47Wh 40 g X 1
(4nIL-10., IL-35. TGF-B) . #0lshaetET4l
g (CD4" T4Iis. CDS" T4l ) . fEE Tregh
FERPEN MR AR P SE T [ A ] BeAk-1
( programmed death ligand-1, PD-L1 ) E#Lii] A&
PR RITE R
2 NSCLCHy=HpaN{i E L R INIME

Chen%§: 1 R RS IR MEE,
TR PR DCR I 2 A T4, )5
SFNERON TN, fEaH 51T, T
Y MRS = RSB, AT TR AR SZ AR 5 PR -
FHEALAMEMNE G (major histocompatibility
complex, MHC ) Z[H]AH BAE R 5338 B ik
TELM, SR TTRFEL I S E BE B 00 s 240 B 55675 1T
FLRE G IR Y fig

iR kNS, DCIREYUR, FIELIHET
Y, CD4" T3 o BE R AN ML+ ( WNTFN-y
FITNF ) {E#E e s PECDS” Tk ARt s v, 4
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SR GIE N A . CD8" Ttk UL 4 M i Ab ik 2 rh s 22
RS, XSRS 5 22 8] A - =
P U S LB b Y EREP Ry Wk ket ] )
(antigen presenting cell, APC ) FliG{LB4uf{E -
FIKIBTR G T (CDS8OFICDS86 ) FITHH I
FIRMCD28 FICTLA-4Z 1], CD28TER B4 E DT
RSOGO TARAL, 75T TAIM_ - CTLA-43%
5P, CTLA-4JE AR ekt i i 72—,
SR RN, 5 CD28 544545 CD8OFICDS6.

NSCLCH JifJ5 20 g o] LA3#E 33 9855 CD205
CD1037ECD1c¢" DC L RyZEiAK#mCD1c" DC
FERY S E DI RE . MHICD40. CD8OMICD86%: 4t
AR5 FAEDC L eIR o e 240 it 38 mT 38
I TEDCH R RAEH F (IL-12F11L-23) 5
FIABURAEN T (IL-10, TGF-B) AY2r k15
S 2gPECD1c” DCW AR, FHWrCDS” T41jE
FITE IR S CD4” Tregr=Az, T S i
%% [37] 3

NSCLCH i 40 e v] 43 IL-10 . TGF-p5§
AT, BFIRTHIRE LN Treg, 2k
Treghtg st ', [AIIZr Wb fLIF T-CCL20, 354k
FOXP3" Treg® I mEr s p ) Treg#ik My
CTLA-4 5412 £ 400 CDSOFICDR64: &,
SECUTF IR TSR S T, ik
CD8" TN FHI MM A TER, /i
3% o TG 20 R TT b T 40 A 2 A g e 2 AR )
Fik, wiERTPHIET [ & ] -1 (programmed
death-1, PD-1) . CTLA-4, LAG-3. TIM-33£ik
WEE RGN . T AR R AR TR T AN
Wr g2 % T-HUI, PR N TN B T3 4 il
FITHRERERPIRAS , FROATAEENR 7,

NSCLCH AJAPC I EFHEMEMHC- T (1) 3
ik, WA A Brim R EMHC- T 28487k
> MR PR A . AAAIESTE (human
leucocyte antigen, HLA ) 2MHCH k=¥,
MHC- | 25T TIMIE 4l i, XFCD8" T
Y RE R I HEH T % . McGranahan®s - BFSY
B, 40%MNSCLCHEH HAHLAZ A H#Lk
(HLA loss of heterozygosity, HLA-LOH) , &
FOH PR SRR T BEAK, A2l MR ek

HLA-LOH 5% 5 00 5 BT R T . 4l i
fifiG Pk EJHAIPD-L1BHEAROCHK , $2/7RHLA-LOH
2 JIIRE Ay I i R P G928 TR PR 5 T A 1 1) B 92 ik
AR

i 968 38 T 3 Sk A W A T L R A
B MmgiErESM A (tumor-derived exosome,
TEX ) J2 s AN =2 40 At =2 1] S 803 TR A 3 2L
fil, eI N EY, WRNA (mRNA
MAEHILRNA ) . DNA . & A G 52
A0 - 40 SR T . TEXZR WA miR-21
miR-29an] LUk BC {4 55 28 20 i 2 1 19 Tol 1R
ZRGES, i EHA T HINF-«BfE 5 57 T 1
WAk, mASEOMR A KR TEXTA
I TGF-BLIH TTNKANAIDCR LI fE, ik i
NKG2DHINK AT 7 KM DC iz
AR S P D5 S P S ) %7 . TEX 580
A% 200 J K AV P DA TG 24 5 SR A 400 A o8 2 IR
A, BRWSEEIM SN (ATGF-pAI
RIFUIRRE2 ) M T4 M5 ) . TEXGE Al il
13 TGF-BAITL- 104K HiPE AL il 42 32F Treg F Bre gt
i Y B R CD4A'CD25 T L h
Treg ™' . MK, SMBIA S £ FARIR B %
PRGN R, AT ip B e 4 55 B
BREFERSE, S5ETRENE

ZE b, TR A0 RT D O g g R G B
O 39k 3kt B 8 W, T ok ek ke L ) 1 2 6 T R
HRIEHOMEA X, 9 ETRACERXHEMIIFEIT
B RS RN | SRR RNIE N
G B2 BRI 5 IR 2 b 3k A b n o] ) P foe
HeIRAILE], XF 8861 F IR 2R YT FINSCLC /& it
70, BRI E L S BORE , & BN TE] B 4
PERIR BT A AN R 8 A B 2 s T RE R A ML -
G J2E 2 R AR 1 P e o 1 Al R v 3 B B AR
PR gR AR RE T AU s, T DR E A W
B S e SR ML 5 SRR 20 IR T v 110 b g Xk
P RS e B G R AVE ), 3T HLA-LOHE ]
HlE AR BUR B R CRrAE bR sh 7 34k )
o 39k dht B B W o B B SO B AE SR VR T Y
NSCLCH & ¥ R B8, bl eam ot 5
JEE G AR ML S B o
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3 NSCLCIRzhE FE =2 an{ 4riE e B iAREME
3.1 NSCLC# R FEA

Mg i e . KRR — 2B, 25K
At AR, SR T A S S R R R
Jrgk. SiEAESRE A K% ( The Cancer Genome
Atlas, TCGA ) cohort 2014%%4EAH G, H i i
TR R AR T2 (epidermal growth factor
receptor, EGFR ) Z&7SWRI T, MKRAS .,
BRAF .| TPS3FIKEAP 15375 Ml 5% 15455
3 MR P R0 IR T i R e A PR A Y 22
A, EIEPEM R (invasive adenocarcinoma,
IAC) MR 1G5 57 (adenocarcinoma in
situ, AIS) BYSZSTER VMG, (H 5 MR
JEFENG . (atypical adenomatous hyperplasia,
AAH) WIS L 20T T %
01, B A B R e 2 R
KR TPS3%7E , BAMITPS3 50 RAS 5 940 1
TETEAR BN REARSC . DS Aor 9 30 Tl T R i
i g 1 Al ek A v PR B A BT 22 R DR 4 DR
( copy number variation, CNV ) {4, JE{7 ¥
HICNV 2 55 0GR AR RCAROG , Wis i s A
BRI P ONVZ S5 S 28R 17
3.2 NSCLCHJA B 45 5 % 5 S SR IR B 09 % vk

NSCLCH X 5l ik 5 5 78 2 52 Wi firh 983 2 92 4
ik, Z3prsE O KB, EGFRIEER
FI R R MBE R SR, (HARBE™4:CD8”
GV 2, Gainor ") fiBuschg 1" i,
EGFRRZL 5 CD8 £k R N4.2%, KRAS
AR R AL HECDS " T4 i Al Treg 78 N 1) T4 fifd
FIBANNE A S WREMY 1 TPS3%AE A
B PERH OCIE R F IR K W 23, 1& fkCD8”
TR0 . 1S4bCD4" iCIZ T4 . #afk N+
AR 2 GE R+ (IL, TNFMZIFN-y) 3Rik/KF-4
it STK11/LKB1%875 58 i AMPK {5 5 5
PATT AR . AR TR R R, STK1
575 [WR () CD4A RICDS ™ TN )
I3 B e TR P A5 v B T 4 A A 4 FH 7 v P
7 2 1Y SR AR R i 8 4 L R - (AnCXCL7 .
CXCL3., CXCLSHIIL-1a) (B ) 18
P G2 A BB v A HEAE

LA 2H 27 2l 28 5 PD-1/PD-L 1 % 1) 84 1% o,
AR . AT LB, EGFRIEEAZA]
FEPD-L1K L, HiABsE 7 51, EGFR%
A FRINSCLC 3 22K PD-L1 B AY L ] L B A
EGFRI R, FEMAR IR ER RS (anaplastic
lymphoma kinase, ALK ) HHEAYMARIE T, ALK
BHA: B2 22 5K PD-L LAY firb s 248 e T 35 i A E 4
L34 2 5 T EGFRESAS sl B A= AU i . PD-L1
TE Mg 4 b 93855 5 CD8” TN AE g P 1182
T R SR A T . SchoenfeldZs @ #F5Y &
B, KRAS. TP53. MET®R7F 5PD-L13ik &
EAHG, EGFR. STK11%875 5PD-L13%ik 2
FHSE

Zhang?F W3 1R R Y G R VR N A
IS T IR R BE () S e o FARs . TENl
B, PE TR T 5 KRASHE [ 28748 Ko i 1
FAHIE, TG AN AR K R W) 5 EGFRIEIA
RASA K, TR, SRBEPF IR B,
TP63 . PIK3CAMSOX2¥ 14 K TP53 . NFE2L2%5575
w2, [ SR Z W PTENGRS . 1EPIK3CA
P4 sk PTENSR 5 2 0 i 98 FR B FEACp . T
JHIAR AR 75 K CDS IR 2345 B i s /b
4 FENSCLCHIZX%E. ZERFREMAENERMG

i3 G JRE T P 35 A AR S SO, g (] A i
T N I e IR I AN TR . 209% DL i B AR
T [5) fie 9 35 A0 14 4 3 0 3R 25 S 00, B
JER IR (AR ) A7 B A SR
P00 TiaZE 0 XIS INSCLC L 20 5 B
FE, I R —FRAILAS 27 ) B SR A ey B P A
Joi RN, R BRI 98 R TN 35 A AR B R I 25 (1]
SR, 1206 5 444 o RE AR 43 5 R
Gy VeI ORD T Hohef] g
() A () Jie g ER AL (R B A e Ve Jigd ™ i B
BE7 o HEASR YL, NSCLCHE S5 K s iz
I, IR CD4S " 40 M Y B il v O R 2
gui2) o Guo U HE— 2 b W T 40 i SR A3 A
WAFAE AL T, TR KL RET
K AANA M AT, TCDS FE3E T4 it fiCcD4”
Treg K ZAFAE T R 40 L rpr , 988 55 16 5 il 41 2
Hh U] 2 SR KON TR A
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4.1 REJREFHRA oI

ZWRFgE T BOR, 5OE R 4 24U
e, NSCLCHF R T 40 i 7B 40 i (1 451 % 1
B, NKARMEMBREAR, Lizotte 2 BRS¢ &
B, M CD8” TN MR T, LR
CD45RO" CD8" iC1Z T4l . CD19" B il il
FOXP3" TregZi Ml R % Thii o LavinZs 77 5
£ T L0 s g SO B T e e M AR, R
PRI L N T/ Treg FU BRI, NKAH
f L HJECD16" NKAf W AY 358/ . a2
20 I 0 i LA R O B SRR AE R i
HEUMH b, Rk G e 0 il i S R o AUk
Yy RS SE ARG 521Ky ( peroxisome proliferator-
activated receptor y, PPARy) . CD64, CD14
MCD1lc, fKFiACD86MICD206, PD-LITEF
Mg 240 Jfl v ) e 3k f i R, PD-L 1T W 4 i 7 Jib
RN G R, I ST MR AL R
R R R S O OG, W IE N e T R K
AR R IR B T G2 B, TR R g s B
HREE . Krysans: OV SEAEAAH . AIS, TIAC 37
9 A8 R WG 408 B9 2 22 1 DX 3k 4 bk B 4 92
PR, AAHZEIE H i 2 2 b U 20 i 332 i B i 380
., AISHIIACEAAH S Z I hN, B e rY
BRI, e A2 v 9 A e S R AR
1

Mascaux@ ™ M 5 i FiT i ol 5 8 2 114 i
WA K, P BBr (IEHId12, Al
AL RO AR EE ) SE AT REAR
B REANM . MEE BE AN S A A BEVR I 40
L HPeP L 4 R I A4 Y 7R R A B A
SERFNIE WM o e A A AE S s . 22 R Ak N
Brzel, TEIRgmAs (IER A8, BE .
BRI ) h ) ARG R W E T,
SFHIERER; AR AR (RN LA A
A g ) A g v, BROE A OGS A B
VA, ARk . R a0 i A i
i, 5 —a ASRRIL, HRTEEITE £
PE NI 55 AR IR AT VI 6 . Beanes 7 4
it 5 3 () TR AR L A T o T AL, R BN
SRR AR LA R R S RAF R, Rt s

I B s %) 98 R0 728 v RN B 5 e I 2 336 4 i i
DRI TR FRATR, 20 R R o 1 0 28 40 i v />
JiE T A8 118 20 R T R S T IRE A 5 v Bl iR T
T REA MR 25 5 . PennycuickZs 70 BRI K TR,
BAFHER A CD3'CD8" CTL £ T 3 s
A% CD3'CD4 i B PETZ0 M Fll Treg 2% 7 LS H2#
B R Y e b sk RE ) S AR AERH 1 E T4
A N e DX 5K, 17T 3 S e T 200 A A 200 B R T
e, HLIRBHAG TR R R A g 1) Y AR G
WwHLE . CCL27/CCRIOfE5 LM, Ay 15 K+
TNFSFO il A#5e 7 #t— kB, NEK2HE
D] 5 ZR R T B8 T 45 T 705 A8 4 808 2 B o il
95

NSCLCH g 3B A9 T4 5 58 5 T 41 i Y
ZRIMHIEZ R FR B A K. Lizotte® 2 HF5E %
P, EIPESZR (IPD-1. TIM-3. LAG-3#l
CTLA-4 ) 7 J{vigd T 40 A b % &35 v 1 157 it 4
YU, LERTE P A 25K TS . Zhang%s 1
LR, TS AR 12 P 8 2 35 i 1 s i o
PD-LIRYERIAAKF- 2 RAK, RUFIMEE &
AbTF AP A ROAEE
4.2 RENEARH-B A RIS

LavinZs 'PURFSEIA N, EWEANM . B4
Mo . NKZHM . DC. B AT M i S R4 A
FEAS[R] fiti g 43 309 vh A Bl 3% 25031 . Stankovic
2 U8 L AT P R R R S TR 2 (T~
1) AL CD3 T4/ . CD4™ T4HH .
CDS8' T#iiffl. CD19" B4l CDIc" DC. pDCHI
EVEA M oo, KMESYILsitFE X
(P¥>0.05) , fHCD141" DCAE [ INSCLC
PRE ST, M (P=0.04) . MiChen
2 V78 3 1 SENS CLOR 41 44T B 4N % SR 2 4%
B, &IAFEBHHNSCLCH 2R B4 (4
ABAHM IR A ) Ao A e 22 5, R3]
ABANNE W E AT 11, H i BAI I f 32 ik
VR, AARAITCE R, Hom R AR aC
YR B0, MYINSCLCHYH 40 A 2E 988 40 i )
OB, T T 30 P 5 A0 R o P 4 e P 3

T3 A2 R AE T 174 3¢ 35 5 e 43
R K AEAE S, Thommen%s ) BF5E &
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B, PD-1FITIM-37E 9 &8 CD8™ THHMI YR
IR B R S0 B TR B . KarglZ5 4 I
i, CD4 ZHEPD- 1113355 M A SC, CDS'
ZHHIPD-1 fY 223K 5 i J- 56 . Laving 7
WHoEdg iy, B WEA0 M AT 40 il i PD-1F1PD-L 117
FRIKETNMAS ] e chasE .

M A B ENSCLCH BB B A S5 H AT 1Y
I THRIE . Kim&E 70 %P 440 5L i o 8
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