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Dendritic cell biology, function and its application in cancer immunotherapy
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Abstract: Dendritic cell (DC) is the most important antigen-presenting cell, bridging innate and adaptive immunity.
This review covers four aspects of DC biology and function connected with antitumor application. First, we review the
characterization and function of DC. Second, we discuss the regulation of DC development. Third, we describe the
functional plasticity regulation by MAPK pathway in DC. Finally, we summarize recent advances in cancer immunotherapy
by targeting on DC and highlight areas in the field that remained unresolved.
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2011 4F 35 DUR A B2z sl R 22 . DC DR &
S i o N R S R DR N1 DA E S5 N B8
PRl 2 b R A5 1 VAR 2 e, AT DC ATt B
A o AR A DC I AW X D RE R WF 9% it e
K45 DC TE MR S vy Hh i L H L 32 13 DC i 58 i
Sl BRI 2, SR BRI AR 5 14 1)

1 DCHI#FHE. DL K IhRE

1868 4 , 2 [E| B} %% 5% Paul Langerhans 7EAF 58 A A
2 I 2 I — T AL 2 IR 0 40 i, 200 B P9 A AR
i) Birbeck A , 13 24 41 it J5 >Fe 1% i 44k B A DU 40
Jitl (Langerhans cell, LC) . EL % 1979 4F Af1A FIE
e oK LC#IN R Bz Bk 240 21 5% B8 1) APC, R IE LC
WA Ny B R A DC RN, 1973 4R & K gE
B}2# 5 Ralph Steinman ( 24 I 75 36 [8 3% 7 JE 8 Ko 2f
21 AR LN BN E A LR, e AT — JE DS AR 58
SR B2 D, 40 M P9 A Birbeck JHURL , X S 410 it 76 4
A FLAT B S8 B0 3800 1) 98T 40 i 2 87 B BE 7, Ralph
Steinman 5 It 241 i 1E XAy 44 o0 DC, J5 2k AATIFSE
R IICAT DASOE DO AR S S e R i . AR A
9, DC RN I BN APC, HAT LA B BARE: (1)
DC Fifii HA Ak & 24 P I sl 4n i R 722 44, v L)
i 3 2 AZ RSB IRE5 A AR B R A 9, it 52
IREEA T 00 N AR S 0 B S A D B A AL P, O
E— 20 PR TR A e )P (2) DC HAT AR R
3K Y A0 BE P R R 48 (Z BT 2R — 1A DC g
[T P9 TV B AR R W AR A5 ), mT AR 25 5 Hoks 9 A 1)
s I 26 TR A 38R B OB , Bt R K S MHC-
st MHC- Il 653745 & Ja ik T DC 3R, iff — P2
SR T 40 A, fi & T 40 LIS B I A5 (3) 3
HAFOL T DC LA—Fi A B IRASAELE , Ry BAT
AR5 A A W e 7, JL40 i 2 L i o T R E AR &
FELAERFLIR ) e i 32 h R EEAEH . —H 28
s SRl A 4 el LA R 98, DC Rl AR s R SR T
LR A T B B3R, A Bl A W RE AR T R [
I 3RAS T RGR TR RE ST, AT LA R A Y A
ST B K S5 I IO T 40 Bk B 40, (H AR
e RAENE BT, B Ry — S84 R W IL-10,
TGFP . 4 H FiR (retinoic acid, RA) i i R 4/
# D Al ZER A SRR ] AR i DC 321, (4) B 4 3
PR 53% 45 A e JFL Al 356 DR 1) 2 R 1932 L DA 20 i
90 4EACTTtR , AT B DC S — B vy B S M 4 e
ANFRALEA AR B DC I EE, A [FE R DC %2 A
[ 7t 3% R 74, Dh B [R)7Y DL B 4 AR T

DC 3 K AP 54 5 DI RE , £ L B oy 305 7 1 B 928 1 2
() B, FEAEN TR IR G 55 305 Iy 1k i S g vh &
FEREEAERY,

TE i BUIR AT, DC Al LA 43 R 4 #1L DC (conven-
tional DC, cDC) . 3¢ 41 ffi #: DC (plasmacytoid DC,
pDC) FIZIRAYLC, cDC FEH S S5 FH# 5, et +F
BILAAR G i 2 0 3238 Tid A2 v e ¥ E 24 A 5 i pDC
D = 3 2 A R 8w U A TR TR R
FEDIRE™, TERAERIS T, B B o 0 v+ PRA% 4 i e
Al DLtk — 2 43 4k G DC, Bk A B 41 i K UR i) DC
(monocyte-derived DC, MoDC) , X 2& DC i # RE 11 ¢
55, {H AT 43 A Ko 1 R E R T, 78 SR R AL 8L 5 E S
H R LR, AR DC R M4 F I A [H] , cDC
A LL43 A eDCL il eDC2. /) Bk EL 8 B 71 ¢DC1
Fei £ B ik CD8  Xerl Clec9a %54y 1, fEAE ik T %%
B2 b K3k CD103; A 2K ¢DC1 K i F # & A
CD141. cDC1 F%Z 541528 LR, fEdih 8 &
i ges B g i R EEAE R . /B eDC2 T R A
CD11b.Sirpo 5543+, (HFEFELL AR bk L 8% 1 iz i v
B4y cDC2 3235 CD103"; A2 cDC2 i - E ik
CDlc, cDC2 EEZ S5 R i 2/EMH , £ d
VB SR S A AL AR S 2 id 52 v ke #E E BEAR
FHE1O, AR, B A B AR BRI P B R S s L AT
RIT HZ 1 DC WA, ARG SR b DC W & #
R DIBEHR A, (HAR VLA, DCRR T2 541R
P2 IR T 40 2 B A0 R AN T BE AL , 78 KR
B PE N B B R E AR . AR RIS & B DC
5 At % SR f 5 40 T NK 44 it K 2H 20200 R B A
FH AL 7= Az Z Rl e 2350w, ik 45 DC I AIFFE Al T
[P A

2 DCHIEXBRIAE

PR3 DA K, 46 K 250 DC 1) & BRI T8 3
1 I 4 (LC 25T R i 30 o e sl A ) o 76
Z 4 i X 74 FLT3L A1 GM-CSF, ) & 5 K14
PU.1.E2-2.1d2 .Batf3 .IRF4 Fll IRF8 2 dL Rl fE I T,
HBE I T A 2T — RIS 1S R (S R Rk R
8 ) H M 534k, AT E 1) 431k S Z RN B & DC i 4
M, SE MR AE I, fe 5 7645 Ik L ZUR Rk L 4
gt — i@, BT FLT3L A R J2##: DC
K e T B A0 M P07 HE 2 0% PI3K-mTOR
{5738 FEAR 1 DC 1Y o346 5 A, IR RSN IE
S GM-CSF A] LA 35 3 10 1 248 o 5 5 4% 40 i )
DC 44k, {H 24K N GM-CSF % DC 19 48 fk & A 0 5



513

B A SR AN A= 27 DI RE B AR IR S 85T T B ] 3

BN FESAETE O T , GM-CSF W ] DA 3 A% 40 Jfd
A DCR, % SER X DC A & B IR E 5] A
1, cDC1 B K-k 5 5k H T IRFS, o E B 32 Infs
Batf3.1d2 . Nfil3 Fll Bel6 (5 . cDC2 & ik IRF4,
[77] B} A 26 38 IRFS, itk — 25 al 403 Ky Sh 4% F AR
f#i Notch2 o KLF4 [ B A~ 1 . pDC 32 15 5 K
IRFS , {H [a] 5 i 4% 5% R 7 E2-2 B R4 . T 4F K AT
FERI, T B R IR B N b, B SRR T Zbtb46 4
SEFIET oDC, MiAE KA AN ik, R
Zbtb46 1145 FE /N R EERF ST DCAEW)F R Dy fig ke 4k
WETMER . A CDC K F M40 R 7 i &
FHARPE ML AT S 0L U HEH b p 253k 0229 78 i
ANPGRS

DC WA B bR T 5 L 40 R 7 Fnf s 7 i 1
20 3 22 B JE T A0 M AR A7 R B 20 I DR
M es26, FHAE CD11c DC e S PR bR TAK T LA
(Map3k7) FIAT 553 19 TAK 1 RR 09/ BUBEY , 304 %%
M TAK1 7E DC A= A7 S fiE R G Aa A M RE 1) 4k 4 v
REETAEM ., DCHLE TAKL fnd s, o H 2
W 2 CD8' DC AR L 202 CD103" DC 1
AT, 2 DC I B > . TAKL S B E i 175
S DCHTRAIE A = E 2 DC R F . ILAh, TAKL fiE
fig# 4 % Fl TLR .CD40 I RANK 155, i AL T~
Jiff NF-xB Fil AKT-Foxo i % UL £ F DC ##1% . DC it
e TAK L 5 fof B 14 5 S (30 g b e e 400 ik
R AN S ) FT0E T AR ARSI B
A7 R T 40 S AR Y P T 4 i G e AR R
I, TAK L 3 3 A2 #F DC i A= 7752 i S g R s
FIHE

UTAESR A A A I A & B AT Re b R
BB, R A B — BE LA TR, dndk SR A
TR BN AR (1 1 R IR KR AL A AR R A
BILERE G55 AR BRI 384 52 17 A5 3052 A4 Pt A6 i
JL = R0 B BRI 40 i & & 43k DC
5 mTORCI 155 Fl 40 ML AC 3 ¢ R % )", TSC1 J&
mTORCI1 9 i 3 #% B + , &t & TSC1 J5 DC
mTORC1 1% M358 , DC A9 AL A7 FIHG 5 32 252 0, iF 1
P DCAEAR N RSN & & Forik. te4h, TSCI ik
R FEDC A & METE AL, A8 AR ] 3504k 8k HoAth
R AIAE, - HI55 T DC A A R00 M 1 BT B T
2 fifl (type 1 helper T cell, Th1) i 2% LA 57 & B,
5k TSC1 & , DC (A ik | SR 02 i 5T 45 B
HATE PR R T Myce., 04N, TSCLAE S it
HF 7 Rheb 437 F ## mTORC 1 i 14 3k 4k 45 1F % Y

DC % &P, I, TSC1-Rheb-mTORC1 15 5 il 5
Mye M 119 A5 4 il 15t A0 A 0 G 8 =2 1] 1) AH AR
FHRL R A2 3 DC & & 1 — A SR AC Iy 2By, ik
4h,DC 1 LKB1 15 53 % v] DLBR il 38 15 1 T 40 i i
I 85 448 g Ko JHL S S0 iR 1 % A R Th7 40 i 1 255
24 LKB1 k45 B}, DC mTOR {55 51 J% 9l i 9 & 4
FRBFEEEL RS R AN B T RN G T 4 TR A
S o FHWT mTOR {5 5 )5 , v LA#HS 43 4] IF LKB1
Bk 51 A9 DC RS F AR T 4 M i 2 3 0
LKBI1 i ik FH DC (144 Q35 F fo 2 i 1E 35 5 LR AP PR Bt
96 G 2 FNIE I S e RS, B 2 AR DC
KB RMIRE R 5T AT LS BT A ok LR JE & 41 )
ZERCE, G UL R, B ETx DC A ot
ST B AEAR AN 3210 DC, HAE 78 /2 108 3R FAEUS
FEAE R IR 50 R XoF BRI i B — X8 42 Dy o i 22 ) AF
FEO9, X EEHFIE AR 2 T DC AL i SR (PR 55 Xk HE
R E 24 PER R . RIE DC A 75 B 45 5 4
(4 ARI 75 oR BIE 75 ARS AH 5] 114 4 35 3 3% >t 17 (5 o)y
AB7 X LRl ) A T T — 2D . BEE A
JHLI B AR B AR Bz L DC & F LA DC
a3 4k R T BB 0 e S R 4R B 5T AT B T AR K {2
HEUAH IR ATTXS T DC ] i R S 1
KB TR 5 N AN [ PR 0 4 A e AT AR R AN
TH AP X DC Y AR 58 N AR, R
B 1) 3l 245 A8 Ak 0] B d5e 52 ) K [6] S B DC Wfap -
iy G S it 3214041

3 MAPK{ES@EKEIAEDCIIEE R TR B{E
FHLE

DC B ] LA & #5  ie BTG AR T, R 575 3 f e
it 52, D He Ay B AT M — 2 DC 4 i A 93
J, DC AT B 5 H BT A O B8 A S DDA OG
TR T 2% A AS [RRNAE T DC, J5 35 38 o A [
il & R LD RE 0 AT BRPES A7 22 53 2R 0SB
P4 (mitogen-activated protein kinase, MAPK ) {55 53l
& DC BN AR IO AR AR 850 N 2 1Y
HER UM NG Tl % 2 —, FEALFE p38.c-Jun
NH2-terminal protein kinase (JNK) # extracellular
signal-regulated kinase (ERK) , H: 7' p38 MAPK & fix
2 B I T A M e AT S Y B U . p38
MAPK A 4 FfA TR 3 Cou By FTS) , 3 4 7 HE A
AT 2 B 20 A rh ) R K K ANTR] DA p38a 23k i
B ™. MAPK 9 68 45 32 SR T MAPK B 12 1
(MAPK phosphatase, MKP) , L1 MKP-1 £ iy 5 £,
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FATat B AE R SE & B, MAPK 5538 % 75 1 18 M
B2 Ik DC ZhfE T S % I 42 07 T 4 E = n9 MR
B A LR SIRAEN S ST AR A5 — T Bk,
R 25 10 4 4 X AR E AR BETh B A B A
T M 18 P FR G o 22 B A0 RN 431 HL I 7R I
B AR A GRS b A O H SR i e
FR GRS D AT BE S B0 Fh e TR )Y
2 i o SRE M 79 (inflammatory bowel
disease, IBD) M H:i75 & W) i 46 AH 5 25 I 95 (colitis-as-
sociated colorectal cancer, CACRC) 5 N % Ul ,{H IBD
AR PR R R LRIATI AN TS A, B IR IT T i A AR R
JRIBRAES, W73 DCTEM 2 AR kR h e 4 28 G d %
BRI, FRATTA B9 K B, 7 ) R BE A 2 B (dex-
tran sodium sulfate, DSS) %5 5 (/N UG & 5, %18 Fil
1V Z Bk I 45 DC p38a MBI AL AW i BT Y
DC i 5 1 #l Bk p38au Jim U AE HA k98 2 DSS 75 5 A9 /)h
U 96 B SR A B e BR S DSS 755 19 i 3 i 988 1)
KM AL KSEBIESE K B, eDCL (T A /& ¢DC2)
p38a Bl 2% f5 HE B g 3 5 1 A E 1 T 40 i (type 1
regulatory T cell, Trl) 1434k , FE 1M & 546 2 BT %
FESLI o AL, DC p38au fikt 2 1] LA 4k 35 4 /)N B
T8 2H 20 23 b TL-22 A9 3 A % AR bk B2 41 it (group 3
innate lymphoid cell, ILC3) i 7= 4 | Ff- 3% 5 Iy 1 1 2
M S AR R B E R 1. #E— LRI T K
W58 & B, DC 0] L3 i p38o A4 TL-27 I 45 Tr1 (1)
SrAL SCILC3 (772 A9 DCBR 1 7 A 458 i 18 4 rh
RAEEEAEN  TE 455 I 18 S i 52 vh oy
B 4 DC k2R p38a, /)N B 1B e Y2 T 52 DI RE 2
i, 7 T 40 5 i 75 5 00 Bl S b L /D BRURY i 1 R
SEAT RN . 5 _FiR DSS A S IE SOREAS [F] ) )2
p38a 7E7 18 CD103* ¢DC2 H A A7 A, E— 2 3iF
BT DC A H 0% 40 M HE e e v . 20 7 AL BIF 9 R B
CD103" DC iffi i p38a 4% TGFP2 Fll RA [ £ ik , it
SZ e U Th 20 A A9 9 P T 248 il (regulatory T
cell, Treg) 197346 LA K2 T 40 i 5 S5 3 izl 2H 40, LA
SRR # EUIRAS T R ¢DC1 L p38 & i MRS
AL X B BT Y T R S i 52, iRk
V- p38 WA ) T HAR S M T 40 23 A LAk 4%
Tl 1B R AE . K, p38a FEITE 718 DC T HERY A] ¥
PE 5 T A A5 AR
DC 7E I 45 1 Ik #0922 5 T 52 v A & 4% 1 22 4
FHE R o 2 LA B JER & i 12 K 3k 8 184 5 DA R )
FI B S e Ve , SO AL AN B FeAT o & L,
Ik s SR A B A /N B B R, LC (AN J2 FLEZ DC)
M p38 o (1 fk S T L3 S 40 6 TL-23 () FK 0 48 T

ZH 0 43 0 TL-17 , DATIT 00 40 08 18 s 1% i TR 5 M M 3 S
p38 il 771 SB203580 fiig ] {2l 5 B AE AU /N B AR
S A I JER AR o AHL 2 R Ik 7 %o s B ) o )= 2k
WIS, DC H p38o AR T fil Atk 19 56 1z JEK 14y 2ok
WOIRAS , B R 7= A TL-4 1% Th2 41 B )2 v 5+ 5 T s
it e ik g S i it 52 Dy e A2 40 (VR S 48 ) o ik ik
S5 AR, DC 1 p38a iR FE i FE 44 K TR 1) 5
PERRA Ty T AR FEAFIE R ABTELR AP 18 e 50E
Y ok R v R A RFIAE T . Rt p38a 7R I 45
Jik DC T RE 1) AT 28 P Ty 1ot & 45 T SR, ok p38
T T R S e 697 Jr At 1T B4R

GURETH 32 T EK S BOUUAR B B S e PR 1Y
KA 2 R PEEALAE (multiple sclerosis, MS) K& H:zh#)
BB S5 1 ) B G 988 14 5 i % (experimental autoim-
mune encephalomyelitis, EAE ) /& — i 1.7 1) Th17 4
MRS PE B F B S e PR R A SE B Tk 5%
DC 7£ MS l EAE & 45 8 L FEAE S, AT
&3, DC p38a MAPK 5 53 % 7 Th17 41 il 531k I
Th17 4 il 5> 5 (9 EAE KA AR EAEM . JA
DC 1 p38au it 2k Al LAPRTF/IN S it EAE, 111 I 240 g
5T 4 A p38ou il 2k Xof /N AR T AT AR AT s e . 7
BUHI 718, p38o {7 38 I 45 4t M A1 22 ol iU ik
PR HL I Y DC 5 Th17 4 g 534k AH OC i) 24 )it R -+
LA 5> F 2R8I — 25520 T 40 il IL-23 32
R IR AR SE Th17 IR ik KB . LA, 7
PR A A i AR, ZHZURAE 1Y DC AL AT DL i) H p38a
(36 PRk 4E £F Th17 4019 2 BERY . DC H MKP-1 1%
5 3E A AN R B AN RS R R Y
ZREGT IV A T 240 A R DG B A R L Y 3Rk Ok
— 2552 T 240 it 3% 181 A2 14 1 e Sk TR 1) 22 38 AT 42
AR ZE B T 40531k . MKP-1 S T BhL 4k
Bt 4 T B 98 S 1) SR B B S R Y T 4 L B 92 AR
FAAR

4 DCHEMBREIRTTHHER

Pl R 2 7 s T N SISt BRI A i 14 B BB
—, AR IR 036 7 P ARG A2 25 iR A
TR 53 BT X IR AR B e A6 VR T A4 ]
143 X AL A T 240 L A0 A7 o T A SR S ) i
TR P e AR A B R R G R R K
JHiIR BN S 2 TR W YA S B T B2, £ 2013 4F
BB ) A G PP AR B R 2 R | R
W S BETRTT 70 oA E S R BEIR T B s S Beifyr . &
S RPEIRTT M APCORAR THE 0 e ) B R
D3 IR T 5, Bl Bl G BN T i o A B i o g R T )
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AR CE% 200 it koA s e A 9 L 40 ik A PRS2 A T 4
Jitd (Chimeric antigen receptor-T cell, CAR-T ) #| H & {4
75 SR g8 A Y i R I R, R CAR-T 7ETA
I7 M ZR G R v R A T4 NSBR A Bt , (O T 52
AIEE 1R IE 7 A7 A AR S A 0 42 DRI 5 I A8 1Y (1]
ARSI N . IO, A Y — o e
LR IR 00 52 R RS0 X IR A B v R 2R
K118 PD-L 1 A5 3 ] 44 R 2 00 o) P g 2 i bk £ 40 i
6 T, B2 5 T B 8 G A 4 ) 55036 9 i
g {HJE HET4252 PD-1/PD-L1 JAY7 B K4k 25 18
HAREAR (L1 10%) , 1M HLZ5 55 R KRN 4n e %
RGN FEHOE AR Y — &R A S ) PR )
82 SRRSO R, HE— 2 K R IG5
1o A T A S IR S R A IR YT R LS Bl
SERFE AL R 2 Y SR,

KA R I RARAIE 52 DC 2 5 | 5 5 E 4G A 50A
I LA b I8 G E TR Y7 1) O B A 4 PR R, AL
b ARG R T O, WAk RO, R E s
4 Jf AL T 22 S R A 45 A0 AH G 43 A5 =X (damage-
associated molecular pattern, DAMP) , 41 i 145 DNA |
ATP 5{ HMGBI , f£ # DC A9 1% 11 CD8" T 41 Jitd % %
J N PAGR E bR 6 7 B B el b Ak it AR5 Sl
7R bR 4 2 N AFAE DC B0 B 500 M 40 i IR - A
K5 CD8™ T 41 i AT K e i 2 1 25 VAR S Y
TR, iR 21 20N DC # /b sl DhRE 2L, U 5
UG 2 109 G P e R AU A S, AR 1 b, BOR R 22 (1)
T 53 28 00 ] T 98145 DC AR A3 4 334005 Fiafy 3 T 40 i
M PR S5, R XTI 2 B 88 B 559 ) (I R
PES ) IR, DA S TR A SR YT ISR, K
A S EE B R DC S 3 15 G e K A 5 97 RUHL
5 FL AR VR TT B — AR, R 2,
H i LA DC #8 w] f) I8 S8 16 7 B AR T 808 AR H 1K
PRI, i —25 T i DC A5 W2 R P 2 312 g LA Sl i
FEIRST IR v — AR LA S

PEAE R & B cDC1 AR W] RBARZ—FP L A& e s 4
Jifa St 5 %) DC B ELIEH ) DC RS B i S g v
S ARSI FLT3L 35 73 i i i 40 i 3 d,
43 NOTCH Pt #4& DL1 9 52 OP9 K [57 241 it 35 77wl
AL LIS BN B A2 5 cDC 1057, KH 7 Hb, , 380 3o 5
ik 922 240 Jif 24 i 5 P JRL TS 1Y cDC 1 RE % BH I 19 5
CD8" T 4 M AT S 77, [RIRE , AR A1 ™
A= 1) cDC 1B A bR B JAL , o BE AT BH I (9 47 Jie 8 2
U8, ST, A RS A I AR AR SRR /N A il R
G RV T F 4 B BT PD-1 IR Y7 A JFad 4 ik
Hi CDIc” DC Fl1 CD141" DC B AL it JK 11 ] 52 %

(NCT04571632) , H TPFHr H 1AETok A= A, R
BRI T —F LT cDC1 R IEIRIT I T,
{2 BRE FH TSR AT L A5 25 8 (1) anu] DA AR5
TRy TP A R BB (9 cDCL ] T8 1A AT 9k
— ARG IR (2)— BARSNGERE A 7=l 348
SR ) cDCL T M6y, i & i A4 5 H T
564G DC e 2 OCHE L L TR, Poly I1.C J2
H i T DC S AR (3) M Erb sk 52, &
& cDC1 7E I S 236 97 Hha] DL o 0% CD8' T 48
M &3 EEAE A, (B CD4' TYIHEXT CDS' T 41 Jl (1) 4
BhIRE A 2T, 1 CD4 T 400 1Y 3815 75 5 ¢DC1
FleDC2 F A MHC-IT #2455 . (4)BR T DC 5 T4
i B A B A R T 4 R 4G DC AT NK 20 i A A B A
FHTEDUIE e g b Ak E 2L, cDC1 43 iy IL-12 7]
LIS NKCZH A 0 8 XNy LS i Jie e 4 J 00 e 510
NK 2 gt mT LAy b #a £k PRl -7 CCLS 28 47 5 ¢DC1 %]
i 2 ) 928 T B DA R 4 LT o JRE i 2 7 D) e
(5) Jifga T P35 v DC 5 oAl 592 41 M 1) 22 B4 AR
WA NOREE GV . AR EE X Z i 1) it
FERI T — 2B 1 DC3 W RE , #1278 HomT RE7E i &
A R — 2 AR U DC3 5 eDCI il eDC2
A AR AR I AAAERE S 1 5 SR . DC3 B
G55 0 ) 43 FAm s AT S e IR A A AR
(I DC T M F4r T CCRT . FSCN1, DC AL 4>
¥ LAMP3 ., CDS80.,CD83.CD40, D 5 35 43 1
PD-L1.PD-L2.1DO1,CD200 %5 )& 3% 25 1) DC3
A5 2 A H Al AS [R) F 98 41 4238 () CCR7T'LAMP3”
DC™, mregDC!" 5k fift 88 ¥ 118 38 15 /i 24 DCM 2 A5 #
LR (B AEA BT b s S 20 i 5 2RI F 48 % DC 5%
cDC2, TEYIHE L, DC3 BAT WG VI 46 T 40 M DA K 4%
il PR RO YE T M5 A BE 7 o [ B g i
it HA» i) TGEB R HE CD4* T 410 F1 CDS™ T 410 fifl %
ik CD103, —J5 i DC3 il i 8 7 CD8" T 4l Jifd i) Ty g
FEHE CD103" 41410 B 4 M T 40 i 5542 21 g 241
UM RAFEHUMEVE R 5 73— J7 1 DC3 L & #5450 T 4l
I B S T DI RE , 5 MR IO BT T T 4 1Y D fig
RVRAR S, A5 B6RA i 2 , DC I JE#02 & T
e V6 BB A A SR T T RO R A8 IR 4H
LA I Y o3 A B, A — A B T D g
) DC, AT {1 ¢DC1 5 cDC2 45 B I8 0 5 434k 1T A
VA PD-L, Hor W B TL-12 ™ 4% MoK T TNy,
RAET AL (B by St s i /R FH ™

1EDC P2 AR RS i, R R T =
5 DC 3¢ XA 5 1) — 2L 5656 53+ 41 Nox2 . Rac2 .Rab3b/
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