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Advances in the study about the role of dendritic cells in

tumor immune system
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Abstract: Dendritic cells (DCs) are professional antigen presenting cells, which capture and present antigens,
express co-stimulatory molecules, migrate to lymphoid organs and activate T cells to initiate immune responses.
They not only activate lymphocytes, but also induce immune tolerance. In this article, we discuss general aspects of
DC biology as well as advances in the interactions between DCs and the tumor microenvironment. We also review
various dendritic cell-based immunotherapy methods. These studies play a sentinel role in better understanding the

function of dendritic cells in tumor microenvironment and are critical for designing novel therapy or improving

therapeutic approaches.
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Bl WRRAESERRASENEEERXAR

(conventional dendritic cells, cDCs). 3¢ ZH Jitd 2 #4f 58
IRYMAE (plasmacytoid dendritic cells, pDCs) Fl1 4% 4H
AT AE IR ZEIREH . (monocyte-derived dendritic cells,
moDCs)*™, #2 # M 1 & 2 ik B2 45 (lymph nodes,
LN) i B2 ARF, cDCs 73 AL & DC Flit
B DC?. 415 1 DC il it & P9 R G ik (high
endothelial venules, HEVs) #E A\ LN ; iE#14 DC 4%
MILBE# B AEMR A 2L, St i im ik
HIBAAASI RMELEY, TBEDCES
MHC- 11 7y ¥ & &k F1 4 5 3 CD1le Rk 1)
FFAE 7

AR e b2 &, T DC A 2= ¥
DC #B Al LAt — 404> 4 cDCls Al cDC2s™, i} 5
AW EBEW AR BREDI G LA ESR, 1M
cDCls )R B WA T e A7 IRF8. ID2 A1 BATF3
)15, cDC2s 1)K B WMt T % 5% K+ Notch2,
IRF4 fil ZEB2 ffi#ik "',

cDCls H e 2 7. H%, cDCls fefs
F ik C ALEE4E % DNGR-1/CLEC9A itk R 1 52
fk XCR1, bR REEER . Hd, /R
Jifgg v cDCls AR ic ) 2 %5 2 oE (CD103),
5 76 N 25 g p & BDCA3 M, JLk, eDCls i
JEBCAE MHC- T A X ERIA, 55 PR 0TS 41 o B¢
P CD8™ T A pig e 4k, K& A cDCls
ReA Rt m) T 20 i 520 AR AN YR E LR, M
T T M BEFEAEAL . cDCls (11X Sk ) REAE

JEAETRIT PR B R E B P,

cDC2s #EIfE E 5 cDCls Z A K], cDC2s Af
Ll fiAR1C4 CD11b A1 SIRPo HEiHH] ", 2019
SE— TSR B, cDC2s 7] LT F2 2 itk L4 41,
I 38 3 A MHC-IT (¥ 0 58 52 38 A S8 B0& CD4™ T
SR M BETCIE R I, X EERE T3 B R
M T 410 (regulatory T cells, Tregs) Al HAth G 2 #1)
ML AR 1 1

pDCs 7 % 9% U 17 i F2 A H A MURE 1 T Rg
cDCs Al K Hi ) 2B 25 T 20 i it 1 s o S 1k
T 40 2 e B K 15 5 U Mogd %%, 11 pDCs REf%
5 73K TLR7 M1 TLRO SEHU A I 1R 51,
Forp TLR7 fe K il 5 8E 9% 5 RNA, TLRO g 14 7l
DNA ik F AL CpG 7 s 51, 78 G g 1 5 ik
9, pDCs iEit =4 [ B+ % (interferon-I, IFN-
1) i AR & R a2 m T SRE AR
Jif 988 51 bk B2 45 1) pDCs fig 8 38 1 g Wk % 2,3- XU
%l (idoleamine2,3-dioxygenase, IDO) B £ ¥4 %
VT A, AR R AN S| T 405 3 AT
96t 9% ) B U, pDCs 34 R % % ik CD80 Al CD86
DLFEfE T 48 Mo i 3L s E 5, B pDCs iL#% 2
TR B 5 RN AR X AR T I R E R A 58 4
E)ﬁﬁ% [12]O

moDCs 5 H Ath DCs WA A [F 2 4 7E T, &
ATTAE 98 E 39 TR 4 S 1 by HH B0 7 2H R VR bk 2 2H 21
W, Jf HRIAR AR E Y CD11b. SIRPa fl Fe 57
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A0 S BR B, Rk g% AL SUSE AR A A AR A i,
I J AE I IR A L R 115 5 % 32434 B moDCs.
WFIER I, bR T REE RO 2RE S, moDCs 783
Thl #1 Th2 B4 Gz Mg b fEH, FEMEEh e X
SIBGEAMMEENE T kA tEEH, XRHE
AIIHE S RE W) FT LURAEISBL T eDCs AUFEH B

HRYE AL B BIAN ], AR SROPR 20 fLAE £ 2R B
HIA 9 IR 41 Bl (immature dendritic cells, imDCs).  Ji&
SR SR 4B i (mature dendritic cells, mDCs) A1
T PE IR ZOIRYH L (regulatory dendritic cells, DCregs)
=R IHEEA R DCs! . 31X = RS [H] Th g A 9 IR
iR A% B RERLE. B, DCs BA#gkA
SEPURIIRE ST, BRI, imDCs RS R PR,
AE % 4> WA i 983 PR FE Al T+ -a (tumor necrosis factor-o,
TNF-a). 42 (interleukin, IL)-12, IL-6, A LL
FiILFEACER MHC- T, 1R IAKKF#) MHC- 11
ALY 7 s imDCs 34 3 g 1t S mk A2 31
AN FE RS AEA mDCs. 1 mDCs it bk L iEF2
B GRS, KPR 2R T 4. H X, DCs
BB RIEREERER . AMTERES], mDCs &%
L RIS T, 1 CD80. CD86. CD40 Al CD70
MM o X ECAH N R 1 T 40 i 3 4 oy
T, 5 T4 MRk ) CD28. CD40L. CD27
FIICOS AREAEF, Wil T 4R IFHOR S R 1
/5, DCs & L3t 52 . DCs HIHEEE R
BAIRT R A 5T, AT DL i R 85 R A ) R
FRAMH| DCs FIzl, AT BB A B 52 4 A0 4
P2 F 35 1 (K) DCs WP ##. DCregs B T BB B HiJR
Bihes T MBI ThRe, EHEA ] T 405G 56 11 e
711, DCregs fAEZ FERE, CDIIL™'CD11c "™
DCs & Hp—Fh, XFph DCreg nJifid i S —F L E
(nitric oxide, NO). IL-10 5§, IDO 541l &1 0 ]
T Z0Mi5Ak, A S BR3P,

2 DCs5MERIE

PR SRR 20 2 B P R G 11 & BRI i S B AT e,
DCs 7 3 5 6 R S g5 W25 M LA A T2 v 8 il
o B IR A M. DCs (I ThBE 2 MaE vI8A T 48
FUFIJE S 20 B 5 1 T 40 R BE . A% SOIR A M BeE T
UM B = AN H Sk, DCs TEl R AMIE TR
BUAVRPEDUE S AR, FEEI BB AR, [FIR
B0 Ak B N IE B /NI By 5 MHC 4y T
MHC- i i &Y, ZE GV EEIMPEMS T
211, 2 T P T 48 32 4 (T-cell receptor, TCR) 45 &

Hrr, DCs ¥ A PEPL @ MHC-I 4y ¥ 2 45
CDS8" T 4ift, ks PR IS MHC-IT 4 1 &2
e CDA" T4, IR, DCs ik 2 7E4gl iR TH &
K FLH B4 7 BT (CD8O Al CD86), 5 T 4 f R i
(RIAH B 32 44 CD28 454 P #xJm, DCs kg /pih—
SR f R 7, fi T 4 B4R R 1 STAT BUE &
% P71, DCs I [y 185 30 iH 5] 52 4& (pattern recognition
receptors, PRRs) 38 1 0] 1 JE AR AH 9G53 715 2 (pathogen-
associated molecular patterns, PAMPs) [£] iR 5| 52 B4
FPER AR R 1o it o BBEAGR I 2 AR B 45 Toll #1527
A (toll-like receptors, TLRs).NOD #f 524k (NOD-like
receptors, NLRs) Fll RIG-I £5244& (RIG-I-like receptors,
RLRs). 1%iRAE R 25 38 DCs H¥E0E, [FIAf
VA LS 7 A MHC 20 1 P70 24X = AN
N5 2 BN, T 40 Al 2 e 80T o B3 3 I e e LA
DCs IB7E S KA s v R AR B RS Rk
W, DCs BEME RN AR A4 IR 7, Mk %
Foft 506 R Ak S e A M (v AL, G R S R PR Uk L 4
Jfl (innate lymphoid cells, ILCs). [$XZ%1Jj (natural killer,
NK) 2 i A ez i g 27

K875 SN G2 A, DCs 8 AT LU SR A4 40028
PLAE AT, JEIR SR (follicular dendritic
cells, FDC) fl1 CD169" EL I 41 i 56 4515 B 41 g A1 47]
PR S AR P BISEIR R, DCs A
XA fg. cDCs 7 M > LB cDCls #l cDC2s,
IR EA X P RENE ? A %X — ]
R TR T — e s R . o R AR i
Vi A R S ER, IR cDC2s Kbt i id ik 3|
Sl Ss W T, TR %% cDC2s &t E 3
5%, 54h, IREZBERFEY, cDCIls L 5t
A LA S PR G B %, AR R G 7 R E
R Y,

ST TR B, KT g o 18 5 R s
J R i A 3 T F AR R E 1 (stimulator
of interferon genes, STING) 1 4% & £ . 1% % 0% = MV
AT HCIFN-L 7= A FR SR G0 B R 0E , 38 38
Ji g AR S Pt JE 6 CD8™ T 4i A8 R IE, LA T
RS SN AT €7 e LN S SV § VA |
JfL 55 4 J7 T DCs BT S A H i 0 78 32 B, g o
CD103" DCs & ¥4 %M. T 41 i 47 55 21 i 988 oA 5%
Frah TG . BEFLRIL, 0N T 20 B 3 1 55 4R A it
Tt R 72k CXCR3 fJFik, CXCR3 [RIAN
WA F CXCLY A CXCL10 Ptk 1 ®, 1 CXCL9
A CXCL10 £ Z ok H T Py CD103°DCs . |
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VR, R P9 CD103" DCs 7E 48 35 T 4l i i 72
RAERBEAER . FsL b, ki s CD103"DCs 7
JiE A ERY B AT R 50 e 8 e S B L R AE B AR
BRI T . Bltn, fEFLEY, BEESE
£E & 1 3 K] -F -1 (colony stimulatory factor, CSF-1)
A HE = MR N CD103" DCs KB4, Ff 2t T 40
I iR N B

3 BRESRIREN SN AR T R SR A AR A 220

FGUIE LB I8 G I LI A S A IR i B
RS B . XA R G N — i
BAPIULRJUASCEEM D .\, Mosan e
IR APCs $57HL. AbHEIE 23645 T 40f,
ST AUMEAL s FUR, IEARE T 40 bl S5 42 5
IR 5 Bedn, RIS PR R T 418N
32 B2, i DCs E PR 230 RS T 40 i )y
[l /& i APCs HIhfERE AN . IEHE LR, DCs
WP, WRAJE B EMEL . W DCs s
T 40A, FIEE EhuUR e N, i S U
TERRE RN EBh. AR, FET DCs %% I B AT LA
WERORET A, I 4t vy DAY 35 R oA g,
Sy USRI R T RE 5 BRI DCs MR R AE 1 301 3%
B FiFRIE, w40 rE B2, &
R G (03 BV B R G g I NS B AT Kk 2
EH

A A ER A 43 9 5 R TR A i o =S T )
T, ERIZLRG T, MR AN EAA (tumor-derived
exosomes, TEXs) 1] 175 5 )28 I 2 5 G 5 irf 52 70,
XF T R A AT R A E FIAEEAR R i e —
ANy, 385 PR B iR 1 & A e 2 At SR 4
PR, 388 A R 2 SR B BT 4 i
Hepal-6 SR (1) 4h il 7k 2 1A H I B 1 Rl i 1k L e
B AR -3 PIARR 1 R A PR, IX
PR 5 T 4% DCs & 8L, it 42 % CD1le. MHC
G S i e A ol e S s R e v s
fitidt DCs Bt BP0 /NEUBERE HA% (A I 40 WEHI3B
S UE B AN AR B A5 CD90, CD44. MFGES. HSP70
ZARFN DY B AR 1 CD9. CD63 F ik b i 14 A,
X eIk PA ) AT DCs A3 2k, HETTT % 5 DCs
B B A A0 M ) S e T R, R ke b B
1] TEXs I DCs SRANF /NG, FL I iE F1 b 1 23 rh
CDS8" T bk B 40 it F) % i S5 25 48 m B71e IRk, 973K
TEXs [#) DCs A i CD8" T ZH g 1 ¥ &, M i 184
SRPTIIR g% o

WA — RO AN, TEXs 0] DL 7 S 40 i
[Kl T 52 M DCs 953 16 RS 3R A 5 G0 2 410 ) B,
Ning %5 "' B 7 7 TEXs %t DCs [I54m, 557 —
SeE B R, 5, KHE LLC Lewis flifEEL 4T1
SRR S8 4 O 1) A Wk 1R R 6% BE W7 B8 FF A0 1 40 B 1)
CDl11c" DCs 43 b 355 S 4 -, tb4b, LLC 4k
WA BT B AR K 22 1 C-C/C-X-C #afk [H 2 i
ko $F5IE CCR6. CCR7 Al CXCR3 ixX LK 1
ZARFIE BRI, G| T DCs [\ 5| itk g
fiE#. Hr, CCR7 225 DCs [alitk 40 il #%
HAF5 SR VE T 40 M0 G B 1 2 B LR 7 %2
PR EO R BUAL, B FUIE & B TEXs #1#] DCs )
R, HET R R PR 0 e T A e
ff) MHC-II. CD80 F11 CD86 & il i 4 1~ Ity 14,
94 CD11b AL 4 7 PD-L1 FRIE, Ml
W IR 41 M 2k 25 Bl s ig g Rk, TEXs #d 1
DCs [ M2, BT DCs il . fm,
TEXs &% Fifl 7 CD4" Foxp3™ 1714 T 48 i (1) 43
oo M LR SEE0 F 50 # il T, TEXs B 840
T DCs S N & bR &GN R 7R IE, 0T
DCs [FI#RELEIER, 75T Tregs /b EIR TEXs
A LA HE DCs B, (HIRNA7E K i TEXs Al g
2x3#I 84 TEXs i DCs [IhAE. Kk, DCs 7E#
JEVR T B FH A U R — TR A

4 DCsHIFTMTHARBEERESRREMNZ

Treg 4 M 7E 2 Pl iE 2 8 A REGSHD I BT o
PENZ, SHTYEREE B i 52 2 e EEE B, fk4t
WL R, Treg 4 B A B EANH 2 Fh 4l i 254 1)
B8 7, 3G T 4HM0A DCs. i B, AHCHEIT B i
T Treg 20 & Wifa #8 DCs (1. 8544k P 14
FLRIL, Treg HAIAT LAZERN. T 40 B 16 2 /98D
XS T 40 AN DCs 2 18] (bt 1) ¥, phgb, 7E
DCs il #d i, Treg 40P LA 33 T B4 I
W L) B4 4y 7 CD80 A1 CD86™. fJ5, Treg 4 il
A LA DCs 40 K7 197 A2, 451l 40 Treg 20 i mT
DA IL-6 (724, IR REE (et IL-10 B4 190,
IRl Treg 4H ffd 3 ik #0 f1) DCs 11 % %8 J& 14 T e,
MUk T 40 (35 4k, 3R T4 T 200 i 2k 2 06 iy
. 2 B RTIR, BRRE K Treg 20 i@ ik #1
i) e 88 AH ¢ DCs 1) 4 928 S M SR AR ik S 2 it 52 o
DCs 1755 6328 i 1 5 G 28 i 52 14 A e IR 6 28 7 25 (1)
O RE K K. S0 A2 P DCs 3t ) T 40 ffg 1
B BY, Treg 4 A A= 5 BRI T 41 i 1 B i g fa 2



192 AR

H32%

FIREA, W 7E G i B2 v R 45 B Y

Jang %5 ™[ 5 58k — 25 W #i T DCs /& Treg
1 e 0 £ 7 P R 2 I () S BRERE AR o TR A Treg
Y1 5 R AH G 1 CD11c DCs AHEAER, Wb T
DCs LB A RS, T T 4upigss. 1A
PFEE IS, Treg 4 i 07 b 2= 5 BUM 8 AH ¢ 1)
CD1lc" DCs fy 5% R Mk 52 Lol i 7 7 1 3Rk
F1CD8" T Ay ft., HEmHmd R A . X Pl
HI7E AT CD8™ T 4H i RIE T &K -y (IFN-y),
Treg 41 ffi 1 DCs 2 [8] (1) #H FAE F A2 T8 A% b 2 | B
) e .

SR, DCs 5 Treg 20 M M /E H & AH B/, —
JiTH, DCs 7£ 528 B85 R 0] LA 5 Treg 21 fifd 1 38
B i, DCs iB A LLIEFY Th17 F1 Treg 4
Ji 2 8] F T . A % DCs ) Treg 4 iI7E & & Fl
Th G S 3055 5 THT (1 5% A (40 B9F 5 a0 A W A 7 3
J&. WFFLERIH, DCs REWE RN Treg 40 M A2 5 M
Niven 2 U RF 72 7 A SOIRAN AR 0 B WEE IR 6 Treg
R MM RERISE/E R . B WOE K E APCs
HCOCHRAE R, 75 98 0 B0 J5 A4k e () % P A 5
1) 56 R A R B S S 8. DCs (1) Wit i 7% A 18
1E RIEIRA LS AE R T IRES T #OX Treg 4 i (1 72
EMNRREE EEER. i DC ) E LS IR
Pfig 2 T8 Treg AMMAFRE, HAWRSHAS
I P I o

5 DCs5MERE&TT

DCs (2 g2l R PR 2k gy T ER™ 4
GRS, PRI EATT A 7 AR R S R G i)
FrEREERR M. JET DCs (IR TR YT HEHE — A
& E 5 ) DCs R A iy PR, IR s
ROIEA . e NEE RN DCs, ik
FIB R IR TUF IS BB E RN . TE
S5, DCs R e it S 52 i 4 e e s 5 1k T 4
FHECT M E Ay P ZHUFLLT DCs 2 M
iR R SR IRIK), 12%0d RE 2 R e B Ao 4R
M7, XA IRRE el iX — ML, T It o X A4
MR, RRIEERIATRCR . BENANHR
2, DC By CAIE BN 2 FhAS R 3 R e Ak 1) ¥
7R A, AR IR PRI P B IE T RE SRR A
TN . HATCa KN 7 25 DCEMIRIT
JIIRE IR T i

o5 T — R 56 T DCs (5 58 1697 7 v e 56
T2 IRAGBE T - XAl HE PR B E R BB ik

IR, 36 2 e B A 15 0 1 /N 8 i e X3 B
KRBT H BN T RS CD8” T i 2
AR iR A DG T i A S A 1 2% A 2 AN AE iR
Yl RIR A IEF AL RIEEFEAR. HFFRK
W, FHEH 1 (MUCL) #hif e Lk, BimA nf
RE R 2 T 2 K 1 B2 I i S0 8 7 V2 VB TE % i Bt
J&. Rong 2 P44 MUCI Jikka i DCs FH T497 7
o1l s 3 g Ji e B o, Hoep 1 91 BB 5 B TFN-c Ak
B B ELISPOT e AHOCHE 3538 0, 1 fl a6
JWIHIR. LR FER I, SR ikith, #wE
k) DC 7 1 AT fE 27 5 40 I 25 P bk E2 4 e = A o
A T B

IR T R 1 55— Fh 25 B2 ) DC Y& VR IT J77k
JEAF DCs AR 244 (tumor lysates, TL) fikidr ),
IXRIVE T 7320 LS I X6 bR 4 S T 4 S
BRI RPREEIE, ABNAITHIE M. Lee 2 B9 %
il 88 4 M 4 A 75 AT 5 S DCs (1) R R 31T T 1
Jio SIGLERKI, S5ILAHK DCs MLk, Mz
fife Py R 3 DCs A ik = 7K - 1) CD86. MHC-I Al
MHC-II 4>F,

AER, DRI R A B APk 2
IS FH RIS AR AR W B, A R G s g7 VA
BET B F B 9K IR RE % 1) FH A 1 T8 B R
JIRER R DCs™ . HEA S, X RIE ARG PR
B eI R R% A R SRR, AT {2t DCs i
P, 2016 4F, Sahin SZI =R T — R 2K
mRNA £33 g 5 42 1 7 bl e Bk A e i A
IR, XL AR ST R R, B RO AN ]
JHUM DCs, MM 51 R FEAIBUME T AN .
6 H5RE

DCs /& % 7 40 Thie fe o (1) & BR LR 523 40
FfL, FEFR I AN A (1 02 e 8 o A= T g 2 AR e
R DCs HATMUAFE 77, IR S8R DU
B, (BRI AR 5 th 2 BHAS DCs ThAE I IE H R 4%,
T A6 Gee S S BRI, i[9zl DCreg 1 Treg
N S S I VR, SR ETRIT ROR, R
RERI I, BT DCs BERE T shET X Pt B H R
PRGN, AL ORI S DT R RE 2 f EE AR
B, RV 2 A T SE R AE DC B W fESE 16 9T
IR . A DC % BB A 2 — i 2 g 4
EVRIT T, EMCMEIGRIREE KRS, EIRRH
THAMI R4 2. LA F, Ak DC a2
B LET MR bR RI G, e R D Re gl
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