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1 DCHINZE

BRI A& B REIEA[F] B DC 3k ik 2 R FE
BER" AR S TIREAH I —Fh TR R B 142
Z4%% DC 43 N 4 8 DC(conventional DC, cDC) | Ht
4T 2 i DC (monocyte-derived DC, moDC) ., 3¢
A EE DC (plasmacytoid DC, pDC) FT 4 15 241 Jd
(Langerhans cell, LOY, it & BLA)— 4 2 Uik &
AN B 0 R B s PR AT DL DX A 4 i R
DCH™, A cDC FHABAE ) DC W DC WA
IE A s J2 PR R ER 1 T L 3% 1.

1.1 ¢DC

cDC Fi kRN Sk I+ Zbeb16 RS FAMFT
R Y DC JSRE AT TR T A 41230 ARG
WAL A7 & AN [R] AL cDC 43k ik B 2 21 5% B
DC (residence DC, resDC) Fl1iE £ 4 DC (migratory
DC,migDC) P K2, resDC F B AF-AE T N | bk B2 245
BEIRR DIk CL 235 v, AS BT DALV Ao L 285, 3 3k
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Tab. 1 Characteristic gene and protein markers of described murine DC subsets as determined from published resources® "
W RE IR R A FHEFR S EH
¢DC1 Xerl \Cadml \Irf8 . Batf3. 1d2 . Cxcr3 . Tly3.1f1205 .Gcet2 XCR1" . IRF8"
cDC2 Sirpa. 12ra., Aldhla2 . Zeb2 . Irf4 . Sirpbla .Sirpblb Dscam SIRPa" . IRF4 "
moDC Sirpblc. Ly6cl . C3arl . Cci2 ., Plac8. Msiabb CD64" \Ly6Ce .CD11c" . CCR2!
pDC Mectp2 . Ly6d . Klkl \Siglech CD3177 . SiglecH"

CD207" . CD326" \XCR1~

P L8 5| 3t 0 DA G Al 240 i 5 A% R BRI 5L, I EL AT DK 3
SERAG BT R LA BT R TE U 38 2 CDA™ Hil CD8™
T 4t o Hid Ak, migDC #7778 T 52 Bk il ok
[ 25— S B 2Urp BRI AR R AR S5 el C-C 2
PN 134K 7(C-C motif chemokine receptor 7,
CCR A ) JAE 5 BE T, A LRSI R ik 2
B S50 T AAH AR R ke 2P RE
A resDC, WA 5L BT UK IR Y migDC, 1M AR 4 41 it 52
T4 F FEH LA MR A PR (major histocompatibility
complex, MHC) [l Fil CD11c #5235 7K, nl K
DX P o, resDC 5 6 3k CD11c I JEE 3R A
MHC I ™5 1 migDC = %35 MHC I #il CCR7, W J&
Fik CD11cM, 78 RAE & A, resDC 78 R M K 1 1)
HIFCR 2 m ik MHCIL AN CCR7 . B AT 75 3F—
AHE resDC M migDC 455 P AUE 2 318 1Y R A5
Y. W TR T AR R Y0 R BRAE , B 58 35 F ] RNASeq
TR resDC Hl migDC AN A e s 2 HEAT 201
72, migDC 5 #ik Cor7 Ml Fsenl 255 5% K. 1M
resDC HINFE L s H2dma 1 H2dmab %5 —%% MHCII
e SEATE migDC HH IR IX X 5 A migDC 4b B it
R RS I BRI,

DC HRHEA A & R SRR SR 4328 1 AL
(cDCD) Fl 2 A1 (cDC2)T 1. eDC1 % Ly6C fY
DC FARLN MM T Bar f3 F Irf8 K& WA, I
M) X-C FEP itk A 752 & (X-C motif chemokine
receptor 1, XCR1) FEAE cDC1 #5757 M ke,
cDC1 ) EZ I RE S PTE R 2 45 CDS™ T 4 A
3] Th1(T helper 1) 4 5 B2, 74 H 4 A 3R -
12(interleukin-12, 1L-12) A S 7 5+ P 35 Toll #:52
& 3(Toll-like receptor 3, TLR3)Y™ fij ¢DC2 45
M Ly6C* 1 DC BifRZufl & &k ™ AT FE2Z
Bl 2R I5 B Sk T R M35 B F 4 (interferon
regulatory factor 4, IRF4) J&#52%), b 4h cDC2 F5 57
M ik SIRPo™. cDC2 FEAEH T CDA™ T 4l

¥ Th2, Th17 48R iE 5 ¥ T 408 (regulatory T
cell, Treg) /-5 B 88 I 25

DC A 74 40 Jd & A T 9k 2 41 200 4h J4 41 21
Hrt g eDCL A eDC2 i 1A 20 i 3% 1 Ak ] 32
TR 22 5 3R IR PE T BN R I 43 A 2. cDCL i
ARG i & B ik C-X-C BR )y a b A 732k 3(C-X-C
motif chemokine receptor 3, CXCR3) , FLE & 2+ 4k
2 v(interferon v, IFN-Y) 58 C-X-C £ Bk H
FHifR 9(C-X-C motif chemokine ligand 9, CXCL9)
CXCL10,CXCL11, Mt cDC1 B %5 5 #5542 8] IFN-y
PRI FAETRAL . BFh, DCL FI cDC2 AT 5 L
FERTRIZH A I 5 25 50270 il an DC1 B8 2 43 A 4E
Jifi L2 e s T AE B R v/
1.2 moDC

Bk cDC &b, IR 1V 2 HAMZEHERY DC. 1 in
TESE R AT, 52838 Ly6C F CD11b 18 40 i £
IR SE ) R OAE SR YL A7, 4 b # 3k CDllce 1Y
moDC,moDC H-F ¥ 5 (1) 47T J7 41 &2 fE J17 %), FE 4k
Ah, B A e R A0 - M A0 i 4R T R N T
(granulocyte-macrophage colony-stimulating factor,
GM-CSF) 1 TL-4 BRI , IR IRF4 (14977 X501k
5 moDCE Y Wi AE Ir f4 R BB, GM-CSF Al 11~
A 3 BAR AR R A R A T X — PR R
IRF4 S ff moDC 43k ) 5 Z2 8 15 [ 7. £ R N,
moDC fF7E T JAE ARG 2 41t 93) | B oy — 26 2% i
AT 555 5 ] et 2 5 T 95 B 40 L 1) moDC fY
I3EE,

1.3 pDC

pDC tJ& DC B—AN A, BAR A cDC JlA L [R]
A0 . (H 2 BN R EMIGE 5 DC A
[ MHC I #t CD11c 1 BESRIA 9 pDC A AE
Bl & AR T RS L WE AT LR R T I8k L PR U TR
BES) Al 5@t IRF7, SiglecH BL K CD317 48 2834
A pDCH ZEINRE L, cDC ¥ A L2 T 41 i)
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TEAEAS R 1T pDC 7 Az Kt TIEN- [ R 4 4 g A
- LA R S A 38 5 TSR AT AR 1) pDC BB TR
S T AR EAIFEIR Y CDA™ T 4N 25 7 1
FE AT A R o7
1.4 LC

LC &E#EMi A DC, 5 B W4l i A — e L[]
R, 8 TR LR Z 5 FLA 2 40 R
L UI) 1) 240 M A2 fih s oAy L AE 3 B I A T A R SR
P LC Rl A A R TR A Y CD207 (E-E5 3 2R
[1.CD326 L K ARk CD11b 3150 [k i T4
ik XCR1 A1 CD103, fif LAl 5 Bz ik H 9 eDC1 X
SYIFE BEBURE AR BT, LC £ 8 MHC [T Fn 2 3%
SRR 2Rk g, BT IR I 2
e T A, NI 51 K 4 B 1k o i N 27, FERR A A1
T LC BEASAE R Bk h 4 R80T a8 (AR S R T
(1) LC BT TR 2 J LC sl Bk A7 7 AN T
LC RiRFEAN S AT i — 2P

2 DC HIThaE

2.1 BEmE

DC 1 Ky 928 B A8 114) 575 — 38 Bl 2 S 7 DA 3 4
SURBIRPUIR, FE7E AN FL S 2 B 23 45 CDAT T 4
5 CDS8 " T 4t >, X T AN LIR AR i s 157
DC A% AR ASAN R o BEA% 38 1 200 b (%) 7 W /e FH
AR T 10 DI AV S SO ARV F A T B e
4N : 753 Kz S b e S5 B R X, LC A CX3CR1T
(14 WG 240 3 o 5 i s DC 1 7E £ B fb 1 e 2
B s rhlesozot DL CXCRA MR M 7 =X 38 1) 2L i
iz B R R A LU T B DC BE LI
LT RS Bk ELh, BT DX FP AT A & 3 40 v R R R
LW e Boi: N (S € A 17781 L Rl D ORI BT
5 40 2 3 BT s R T DS L A AT 5 M 4N A R
T BSUARHR 2 LA 5 38 3 5% FCRIURE B JE 000 B ik v 1
cDC2 AT LA A3 4% 1 B 3 il e e o Jst oL e /) RS
R F 9 AR 10 A ROk BT R R 38 B R ik & AR AT
FE1 DC, LI 21 1 40 AKX 4T i i B 21 ik T 45
It BAEZ P S ARG DU AR S CDAT T 4l iz
T — B4 B DC2 {8 ) T Rz ik b A B R
%Eyﬂiz&ﬂ.

[l i) cDC2 75 M8 eI A S0, s bk e &5 LU
JHESEA T 40 M 55 05 1t ke 31 B B4R . oDC2 43
T L 25 PN A I 53 BT 3 R O B &5 5 Bt

JE A B A2 L0 %) i DIC1 A T bk B 45 5% Bz Jo B T
AREST, 32 B g A2 AR (I Clec9 A, DEC205, Axl Fi
TIM3) 7 5 HE HUAH M AH S B [ A FE T 40 ™. cDC1
e e it 28 ML 3 Ak A8 0 T Ak B4 i A S TR 1
MHC [ F5# % CD8™ T 4l 1 % T Ui # At i
SR e Em T AT R L B[] ClecOA FlI
DEC205 fY B v REPTAA . BB %3G 2 28 1 B2 b B bt S
RIS L3080,
2.2 BT K

DC 2R EZE AP 23 41 (antigen presenting
cell, APC) , il it MHC-T 4 sZ 4K (T cell receptor,
TCR) ML FAE 5L P RIFE R, 51 & 9116 T 40
J AT R S S AN A . DC B S0 T 40 e
ZEANE 1 FizR. cDC2 78 i 1AL BT R 5 3 o MHC I
EPUFIKGS CDA™ T 4L, FF 08 (i H g5 G F
FERW L cDC2 1 Irf4 FRIA 5 MHC I RKikHg A
KIS Ir f4 B FIR BN I cDC2 FR L JFL A,
BRAEZE CD4™ T 4B A4 15 TL R 5 A1, 75 Bt Ji 5 3ok it
T DC A1 T 4 2 1] i) 38 TR A BB A2 ff Thl 40 5
b N, HHEE S . MHC [ -TCR #H 5A4E FH (58 B
FI22 I 18] 2548 W] 015 Thl 2043467 . ok [ 9% 5
TA 200 B 35 5 L R ) R 8 A L ) RS TR A 5 A i
DC J& 2l AR Ay e 17, 3B £ 172000, Th 28 Jfd (438 >4
1 T

II,-I%

MHC I i—T_CR__: ‘_%L'_,l?_R_ JL10

=N L-10R

T cell

) III-'N—I reeeptor
&
IFN-1
T FER T 4 iS¢ DC @i MHC T 28H1 MHC 1T 28437
235 IR A e B R (tumor-associated antigens, TAAs). X110
AR B AN JE LU Sl BP0 G s , 340 75 i
H# 5 CD80.CDS6 5 A4 [N Fit— &85 5.

K1 DCT T AN e &
Fig. 1 T cell-mediated immunity response induced by DC
AR TE DC & AEBR Tr /8 /0N BUA

W, IE RERS T & RAE N A, #F KT
cDC1, [A] B} Thl 40 g B &y /e s — P4 i,
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cDC1 76155 Thl 40 504k [ 5 2 4E . AN A
R, >k B DC J& Bl 40 i i IEN-y figfis i 5 DC
AYIAEE 20 TL-12057 , el 3 Cxcl9 F1 Czcll0 1Y
B DC A X BE K 5 TL-27 JLFfE#F Thl
SRR 2 Ak, il 5T 40 i o, R S o A U Az 1R
(pattern recognition receptor, PRR) {5 54& 5, U0
TLR3.TLR9,TLR11 #1 TLR12 7] %S DC FiH 11-12
(IR TG HU = Pl 3l 3 PRR (5514 5 DA
T J 40 = A %) TEN- T 0 i 66 J5 ok B0 2 i 2%
(thymic stromal lymphopoietin, TSLP) J#75 DC LI
PEAN Th 40853465, i TLR2 Ml Dectin-1 5
) PRR {555 242 DC =4 1L-6 F1 1L-23, =% 5
AR ovBS T A0 AL A K I F B (transforming
growth factor B, TGFR) F:[A] ¢ #F Th17 40 i i) 43
A5 T AT A 4 i SR YR ) 1B A 2 R A 42 T R U
) R 25t E N DC 4306 B 22 Y 1L-23, i Th17
) R B

DC A3 Treg 4UMIAY 7=, FERRS ST
B n] LUAE DC R i 52 R34 G DC 74 B 48
JOFN T 498 1 B TGFB, 33X 86 [K 175 A s
FIFAE S BHEDE Treg 4 %7 A5, DC 0] DL
PRR il IFN- [ 38 211 1L-6, 1fif 11L-6 1] =5 &1
EBhME T (T follicular helper, Tth) 40 i A4 /0465 1L-2
2 11-6 2635, 1 DC 438 i 235 CD25 LA
1L-2 {3 e, i — 4Rl Tfh 40462, [ A, cDC1
SRR =F (SIS B = 0 1 5 g O N )
(cytotoxic T lymphocyte, CTL) JZ i i) & gL 580 A5
SCHRHRE , TLR7 FEAR N 09 3006 35 98 17 [ 45 )2 <DC1L
It 73 2 BRI BV 45 B9 32 4%  oDCL 78 7 Z RSk 1045 b o
PURHE R 4538 IEN- (1) CDS™ & hy T 4.
2.3 HREmMZ

FEFRATT , DC LA A2 1) J7 3 52 26 AF Rk it
J5 A2 fd CD4™ T 4053464 Foxp3™ Treg 4. 475
SETERAIE T, MR SRR 5ok 1 DC KX Fh G
LI 5 5 1 2R RO L 4t o 0 R B T 4 M.

TR IR I 45 R 9 cDC 1 323k 2L I Sl , 3 2
i Re s A Al A 25 A PRI ™ W 10 B 1 e Ak oy A P TR
(retinoic acid, RA)™ %) ZEHi i 23 J5 . RA v 53
ARSI T 415346 R Foxp3 ' Treg 410, 1 3%
KA 1 cDC LA RA #7525
REE T MR KR CCRY A4 K adB7. 1%
YEFHBLHI AT BEto J2 7 18 fo P 5 G0 4 47 6T 2 Wy i PE 4t
Jii 27 ) EEHL ] 2 — . B R sz
W5 R, cDC B B BT cDC [a] fiz Z Bk B 45 1 1

B 2 T80 R 32 5 W50 S5 A E ST R B L 45 ik
Bl eDC 1) R U2 kAR X A AIG , 3 — G 55 45
Jo bk B 0 B 2 S UK EL 45 RA B 32 38 7K B AIK A
KL IR A R R PE cDC YyRE L —E 0
BT 2 A B T i R DG AR R T 5 Y
B G RE it 37 o 11T B 22 37 Sty 38 52 1T BEA I 1175 5 S B hif
PELO) SR AR L FL M N PR S TV e B R 45 B b
TR cDC 7555 Foxp3 ™ T 4 5= A= S i o At
00 TR R — 2 B B 45 B <DC i S R T 52 1Y)
B DL 5 BRI L4 20 cDC Y5 AL Y 22
SAEEME . AL ARG E, DC BRE#ET
AN R AP, I T ZH 21 b oDC 1] fig % 61 3%
BTG 1 T P A T 1 Ak LRI S22 3 L T 445 L Ak
L cDC W] RE 23 i 21k [ Wi O PR i B K
SEBTEY,

TR T T H cDC BAT — 225138 iy He , ff
EATRES LB A T 488 L 83 il V5 5 Rt 52
PERFIE. AR R RS SR CD11c! 40 M 1 A
B % VRS 58 Foxp3 ' T 4 AYIE B 35 0 /0 , ixX
A[REFN cDC RIS FRINIE G « VB8 I = A fiif 3214 41 i
KT TGFR A X1 WA I E M, CD11c 4143
WA T1-33 BERSHE i Foxp3 ™ T 40 A9/ 1k . 1 ] fE S
DC 755 fu S22 i 52 4 45 s 38 AR S 19 o5 — FhlL
HilE0 T eDC X S 7 2 BT e R A LUE T 2B .
AT B 20 SUROAR 58 A5 5 R B BT 8. 2 BH B
cDC ' RA 5% TGFB {5 516 F )5 . if 324 cDC2 1
TE LA /D X — B AR DC 1 SRR 3% 1 I
TR EEAEH. BAh, bR i e TSLP . S &
22 VRTC AR A5 AR 22 R A5 35 1 i Bk 255 E A s 35 1A
FHIAIXF DC = Az i AR MO0 R iR AE I iE
R AR ) JE B TR T R AL A B T 4R FE T A2 P cDC
(T REN . [ I P 2R bk 2L 235 B B 5 b ) 3k o
W Al BES M IE RS PE <DC RYTH 32 gD 1097,

3 DCHEMEREFTHER

fdeE i 3R B2 (tumor microenvironment, TME) §1
LA e S A M B/ BRI DC b Mk 4
Jitd . A 2R A5 (natural killer, NK) 401 T 21 g, X &b
Y HLAE BT S oA AR D) RE , Horb, DC AR Rt
JEUARE e P B T A2 1) 03 30 s s TE 5 R 0 I IRg S 9
HA 2 AR AR FE )L AR SCIE 8 DC Jn ] £ o8 24
S v R AR S g% B9 VR T DA K R A B Xk DC 1Y
ST BEAY S,
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3.1 DC{R#tmpERE

IR G 22 . DC 38 1 38 1) iR 4 e A S v e
D K AT 5 23 4 HA R 58800 T 4 it S R
A KPpIRE B ThGE. 556, DC ¥ TAAs 545 T 40
JiL, 75 SR RN T 4 & 5T AE H. cDC1 fig
ERUN T Il MHC T 280738 Xk S AME LI K
% CDST T 40, FE 3 8 Thi 40N 2266 7, 7E3T it
S e A AR AR, i cDC2 F moDC
o a] DA e T 4 5238 405 cDC2 ZE4T/ME CDA™ T 21
G e N2 Bl R A VR A AR PR
AR s AN cDC2 W] LA S Th 40 A [FERE 43Tk
PR CDS8™ T 40 M A 5 1 B g i 2401l
IRF4 #Hi Y CD247 CD11b™ ¢DC2 7] L) 43 W 1L-23a
HPRPE R 1L-17 M-SR e 2 38 ] Ll 2o 34
YA T TL-10 A TL-33 14 77 A, e S P Ml A
Th2 4 o4,

— BB SN R, DC AR B i 72 ok £
IR Sy TR AR AE T S AR E G )
. DC FIKM CD8O F1 CD86 43 il id i 5 CD28 &
CTL $1J5 4(CTL antigen 4, CTLAD M EAERHIE T
S I ) 08 S RIS CDAT F1 CD8™ T 4 i | 3435
35 CD137 (X Fk 4-1BB), 1] 5 DC % APC | ik
CDI37L(XFK 4-1BBL &5 & - {2 i CDA™ 1 CD8™ T 4
A3 AL AN 157, DC AT W 40 it B /) OX40L
AT T 40 B A7 AT A )T B g e et ik
S0, DC F ik 225215 CD40, CD40 5 CD40L A1 E A
FAXE CDA™ T 4 M A9 Dy i 58 0 B 28, X 284 T B AR L
YEF 2 R EOME T 40M 0 58 A0 , 16l 2 3k Fh 2
(A A 0S5 380 CDA™ T 40 3 1) 336 Ak R sl 207
A, DC A Ll sy + CD70 W52 1& 4 T 24
Jit 3k CD27. i i CD27 B sh FIPiik S5t
PR EIET- Z 4K 1/l 1K 1 (programmed cell death
protein 1/ligand 1, PD-1/L1) W3 [EI/E . 0] DA 55
CDS™ T 40 M35 A iy 502, i DC b #3k 1
Al 5 S il ¥4 4 7 B A& Cinducible costimulatory
ligand, ICOSL) ] L i 5 1COS 454 miiGfk T ke
20 0 R A0 PR )

BEAR, DC 3 0] DL o 4306 £k B 7 40 it R 7
S PR A HERE. pDC i TLR7 #1 TLRY # i
65 - ] LAK 43 TEN-TCRI TFN-o/R)H 1220 TFN- T
B P LAY 1 P 40 6 ) 386 90, SR T DA A g R Gt
1 %2 ¥ 0 Bb 98 0 i e I PR B H R T R A
Jrrenm ) VF AR GAGYT 25 R I B 25 e e Ak
F A T 58 8 (1 TEN-I{E 5 AE 7RI A 58 A 2% 1112

FIEALAE Z R A0 K 7, 4 1-12,11-23 ., 11.-27 . 11-15
FILA18, BATTAT LA #F NK 400 A4 3805 I & #5350,
g, eDC1 Ml eDC2 $7]7E TLR J 5 =4 11-12,
HAZEME b IL-12 Bkl S DCL 2 A
ST HE SR AN MR /0N R AR v, ] R 1127 AR
2H IR AH OC9% B (adeno-associated virus, AAV) 0] i &
L e A 4 IR B i v ) T i s 2L DC i
AT LAFE TME = A= Z24E T 41 it iy Ak IR 5, ) 4
¢DC1 J& TME H CXCL9 1 CXCL10 A9 3= 245 W 40
Jifl. CXCLY Al CXCL10 7] LA #F CD8™ T 4l Jifd [
TME 231,
3.2 TME 3§ DC B0

F T G2 M T 17 e LS e 4 L 2 30 T A AR
A PRI LA 306 3kt e 72 A0 ) R 3 RN T B A R T g
E—2 A AR R BN, R A T LGE i B B R
LA 00 Jo R — 6 A K PR 0 i PR 2 R 5 i R
DC B TIHE , & LI — L2 i A2 e 2 .

i 240 Bt A P AE BRI TME A i AR5 25 52 i
DC wyHifig. ZEANEHVNER A, AWM g #EHEAn

TME pre DC
lactic acid lymphOCytg - FLT3L

b I

bt )differentiation

VEGF

N
',IL-lO
) "immature DC
o -—
recruitment

—— inhibition
——=promotion

DC 7] DA i 3 S h st E RS s AN o3 WA At i -2 5k
855 HORAR BT MR SR, (EL W] B e 4 i L e TME B N 7E
K ZE hesszmm DC BZIEE: D Mg 4uiE B 5] LU DC #2)
. 4 TME rthL BRI T 2x 30 DC I380E Fidit I &2 , ini
BET 14 8 20 R 9 /2 S A R 2 11 1 Chigh mobility group
box 1, HMGBD) X i] LU DC (4 S5 TR 5 5 2) lipg4n
i 4 A 1 A PR (AR I AST P9 2 A2 R R (vascular endothelial
growth factor, VEGF)) 0] LI :3 9l Frs AH 32 AR B IR
fiff 3 BifA<(Fms related receptor tyrosine kinase 3 ligand, FLT3L)
IS P DC 1534k BB EeM®] DC 173 A i
3) Iy 44 -0 O 24 S PR (A T 10 A TL-6 45) 5201 DC
B AR S e ).

Bl 2 TME %I DC Zg ) v 16 H
Fig. 2 Regulation of TME on DC function
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Jiges 2598 /b C-C 37 etk IR F LA 4 iRk, F 3L
cDC1 28 FEAR I i e 1 A A2 e ok s ) —
SR AN FLER) » 2P TME H DC 30 Fdt
Jiish 5t Y T DR R, Al T B P e Bt 11 S AR ML =2
—, a8 3k BH W 2L R 9 A= 1 AT LA & TME o DC 1Yy
E A0 fiebge >fe U A A 221 R AR A R R
S0 DC 1) A6 LA & moDC 1Y 43 4651,
TME o i1 A48 1 Bk 4805 S I F o 23] DC Xt
CD8" T 2t ey il fi -5 ke S Al T 3 ol e 7y 2
BB AT sz R il DC BT, e if TME H
GoRE 32 B 5. BE b, FET 1) I Je 40 A g ik ) B
REJFAE S 0T LUEAE DC FEHC i T A 25T, 6 an &
IRl Z 8 5 K g% IS BOPE T 0 i R A G R i
HMGBI1, HMGBI AJ DL i TLR4 g AZEF/N R DC
JEHT, AR HE A FET 98 40 M P L TAAs 1 R5K
INTANAE SR R fe g H i A b, & 3 TME
T DC it 22 /N T2 RAHSCB MY AL 3 J8N 1%
PR 1G 98 T DNA 375 5 19 1 22 35 PR )3 R 7
(simulator of interferon genes, STING) {55115,
AR HE DC HHT IR TR .

TME i) DC SR 38 23 Bl iR , 1 i %o
A0 0 TR G2 77 A 5 T 33, I TR e g2 2k ik 7
TR, @AW —FMEAR—H IR E
H 24 DC (4 Rg 1D 2 6 A Zepi AR A, 530 DC
ST SR S A IR T B B T A2 8 ke [ e
(1) DC 2B R E AL NG T, A 2F g 0 a2 J 70 /N Bl i
ey DC g BTG 5 . 580 DC h i =l R,
T8 & M B DC AT 1 A8 1 B AIK s FH £ ok 2l it
A BRALEEIIH DC AIRE BT B, TPk DC A9 D RE T
PE I 2 2 B R T AR,

i 28 24t At AT DA o b — 26 A K P -, ofe PR Al
DC (% B M. VEGE J2& Kk 2 B8 43 W6 i JiF R
ShA R L BT IR AR A AR AR . B — T T AT LA
T 3k 45 B RO PR R I S TR PG A2 A VEGFR-1 Al
VEGFR-2 4l DC #9531 F LA s 55— 77 18 » £h i
SRR T PEWR AR = A ) FLT3L X} cDC ) & & Fl
B OGS, IF S i FLAE AT SR, VEGF 7E 1K
AT HD ] FLT3L (36 M, i 45 DC 1 4 460,
VEGF i 7] LA £ BH W7 i 20 f A% I+ kB 19 3%
AR AE DC ARG, ibyeg 40 i3 v] LA 2 7=
Az — e it PR sk Ak P 52 e DC D BE 51 40 - i
A B T LA SE i 7 A R 8 B TL-6 ] cDC A
moDC 46 s 7 T 0 2098 L 22 kM B e R il i
S5 geg v R A0 T DA SE Ao BRI R PR TL-10 1

H DC A BB K HLIE AL T 40 i B9 fig 025 Terra
ST pDC e 1 /N BB % 3988 240 B 388 o
TGF-8 1] pDC 387 #1148 1 Bl F 43 W 31 B 5 Combes
A0 5 TGE-R AR B 19 pDC w5 A A FL IR g o
GBI pDC. R 3535 T A M C B 2 11 5
M pDC 4303 IFN-T .

4 DCEMEIRT PRI A

4.1 DCEZMIEET FRPHIEA

AEE IR ) = RAE IR 9T T BN TR UT Fik
I7 11 DC X7 FART T B W A H S0 2 ). 7
— SR IR A T T B (N BE R A SR YT /Ny
FAWHGRIGY T 5 o A G B .

HLLEAL T 24 ) AR 1) b R 0 245 ) A AR oK
(bortezomib) . P % & (doxorubicin), & [ # &
(epirubicin) . % 4L % & (idarubicin) . K & H [f
(mitoxantrone) FIE VP FI4 (oxaliplatin) &8, 7] L fik %
G2 SR 20 B BT T A AT R e s T 5 — 3 AR K
T DCH 10T I PR 26 25 W15 5 1) A i B T AR
moDC [a] TME 542 . moDC X ¥ TAAs 38 2324
CD8" T 4H A, fe M 4 M FE T2 5 o 250 45 I 2
M (calreticulin) 2 &% T 40 Ml R 1H , iX —1F 5t {2 fiff
JifrIe A LB DC RIS, s 20 B ) S SR A T
23 = BRI T (adenosine triphosphate, ATP) f)
B I TTAE#E DC Z2 8RN TL-1B 1y 77 £ A,
ATP i n] Ui it i 983 240 B i HMGBL. 1fii HMGBI1
AR TLR4 $ DC L, e #E DC fin T &
AT B PR A M B TAASY  BIFARFrE ik T 2y
WA R 175 T O g L A A T R AR Y.

JHCST AN T — P2 B4 2% B I e 240 B, (R 787 )
FERT LU it 45 DC Hy RE K 52 M b I8 v o 7 1) 2R )
Qi T e 240 R S A LS DINA AT A 2o A il
2 5 - 15 LB (eyclic guanosine monophosphate
adenosine synthase, GAS)-STING {5 5 & K iH S
DC £ TEN- 1, A Bl THu e fe st

DC 54t PD1 jf 97 i SR AH 56 #2 1) PDL,
PDL1 8 CD137 3675 F-Beal LUk th DC i 3l it
i Ied S e R L. A BFSE R Bk = cDC1 /Y Bat f3 [
SR /N BRUTE IR A AR S AL th X 4t PDLL 4t PDLI 54t
CD137 367 BIAR R Y 51 DC 3 i 48 038 i 8 (1
SEC22B /319 TAAs 58 X%t PD1 BHLIKH5 YT 2
WL S ) TEN- T G oDCL e a DAl 3%
Pt PDL1 9785, #E AR S A5 L v, CCRA 531
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CD8™ T #iif 5 DC [alAH BAFE H A9 6E 7 14 5 , M1 7™
A TSR AT e T LT R R R T
WA K TAAs BUEUGE 9 DC BCA A i S0 R/
it (cytokine-induced killer cell, CIK) 1% 3% J5 [ #i
2 BRI R [FA T 2540 bR 4H M B VR L FRAE DC-
CIK fygeyrikt™,

N30 ) 50 3 R e R v O B B 15
B W5 T S BG83 (signal transducer
and activator of transcription 3,STAT3) A £/ R
iR AR N e L R R PR (BN N RS -7
Wi G 5 20 L. LB STATS (3800 2377 A — b {2 2 i
A K B S E L I DC A5 BT R e 3 5B
STATS B30 7] JSI-124 3 nl 386 5% g b T e 5
E/:J DC[]56*157].
4.2 DCHERHRARII=

BRTEARB IR 167 b L FEE I Ab . BT DC A 5
(1) D) Rl A AH L 1 E Mok 968 A 5 SR, £ 1 DC i og 92
By, BT DC A 5R RPT 8 206 PR T 48 B 0% 16 4y
M, DL ARSI B R 3% DC 40 AR A9 & B, FL H DC
FEHTIRYT 2 IR 0y Im PR SR B 2 30z 6. 5
T AN IR, DC P B =B IR 1 i Al .
DC g 52 i 24 i g 248 L 1) DNALCRNA 28 248 Jfd
B 2NN ST SN € D OB RTIE AN
BRI AL T 20 R FHT PR R e B0 T 40 B X
I I8 1 A 98 B o DT 35 1V 7 B Jed 1 H 1. Bk B
22 1) PR 2 T 3 3o 465 58 8 i A B IR B S Y
FI & DC. AT A7 3 S8 B AL ™ A e S MR A e b
T BRE I B v SR R AR
4.2.1 DCHBEENHE

H Al DC 21 10l 35 32288 PR 5 ik — & g
BB T DA B AP R I b 43 15 AR A K
B B AR AE GM-CSF 1 TL-4 rh 5 35 28 A
(1) DC s FEH] B 248 K 1R -5 1 DC sk iss
DC, I3 12 F il AR e i M 24 2 A DC s 1
Y DC FifJ 38 2ok B T a5z I T A . 2
o 1 A A P R PR e g DC. A s 2 4R A 5 7
PUREIER v UH BRI 7 DC N FE 35, i fl DC
RAFFFEE I BT B IR, BL7E i A% b Bl S
2. HATHE R EIAG AAV 35 S B RN
T MR LR AAV i DC 7408 IR
T CTL, TR0 st s 38 00 245 M 0697 1
45 B e W AN LR RS AR AR Y v S B IR T X R
RSk CTL MIRIT/E M. Mazzolini % A HEAT

B — T AT i, B BT TL-12 2 A 356 (R B i s
Y DC, N ESHATT e v E i, KB 15 Bl
F Y I P TEN-y 11 1L-6 A9 =, 5 ) B 4 A0 8
I NK A5, B0 S ia T e i B8 3 i
2 R A
4.2.2 DCEEMERSEZEN=

Sipuleucel-T J&3& [H & it 25 ) % #iL J5) (Food and
Drug Administration, FDA) #t i) & A~ F T8 97 1Y
DC Mg et & B iy 1k ME—3k45 35 B FDA
AT 9 A 2 1. B H S GM-CSFE/Hij 41 B iR
R I (prostatic acid phosphatase, PAP) 44 28 B Fll &
HH PAP-GM-CSF Jt 15 37 19 S Ja] i 4% 40 g 41 A
HFIRT7 i a4 iR das. 5T 2681, Sipuleucel-T 1]
DA 3 A FR R B A A 3 (LR 7 2 e (] B8 5
Wi, AR 2021 4F 10 A, SE I [ 7 AR FF T e A B
“Clinical Trails”llfs IR &8 510 F & W PL“ dendritic
cell vaccine” J SCHERAIE R, AT 476 T DC 2 F AH K
I RIS i, Herh A JU AN 288 O A Z2 30
AN RIS, 5k 2 PR,

22 FEAYJLFMPEZER T DC R Ik R IR 20 50e
Tab. 2 The numbers of DC vaccine clinical trials

enrolled in several major tumor types

iR 2 1 s IR L1V 35
BRI 88 85 2
HIH i 32 30 2
S5 H i 26 24 1
9 27 26 0
it 41 39 1
JiF s 17 15 0
b N 12 9 1

PR A A DC B BR R REE S 245 B i % 1t
DIBR e (5 B BT R S 21V 2 5 2010 4F Barth 4
TEHEAT B — 30Tl PR UG b %) 4552 45 B i e 7% VTR
AR R BEAT A TR S B AR S R U DC B2
B2 RANG T AR AR s HE B A R R R B DC B
75 3 R 88 S P B B S

TERR A ZIR P DC I T e 4l R 8 2.
%%HEF@%%%*ﬁ%ﬁtiﬁ@@ﬂﬁi(z‘umor necrosis

factor related apoptosis-inducing ligand s TRAIL)

FE PR T 2 R e B % gk /N BRI 9 DC. DC-TRAIL
AR A S B16 T8 DC-TRAIL 15T B16 il
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FAFEFIER AL, 78 TRAIL A8 %R 45 o728 200 a1 ] it
DC F5 I8 BT I A3 0T B M8 B 8 1 . AT
SRR AR YT R BE IR YT B R4 A L T LA 2
e A o2

TERRIU AR /N2 9 il 485 (non-small cell lung cancer,
NSCLO) Hr, DC-CIK #3697 Bk & A7 nl DL 42 &
NSCLC 93055 72 il 5 . W08 R85 1 505 D e A
Jo k. AR5 1E R 9 A1 ] I AN, SRAE S 43 B AN
B A, 175 S48 3% DC-CIK , 78 H 3% #1747 14 [7)
4T DC-CIK A9k 1] 4 o] DL i i ) NSCLC
BE R RIERE . HAR BRI/,

Xof B RSP B i R IR AT 1 — SIS R AE 5 v 3 2k
PR Y AR FRAR LA DC FE S DL B A S 40 i 33 52
FAR AT CIK, Ltk EL 5 X S e ik i v 7 e o7 A
[0 i £ AR P, T AAS [R) R B 2 i e 1 1 b Jre e
2020 4 Faiena ™ YEAT T —30 T Wil R 2056 , F) FH B
1% B Hif# IX (carbonic anhydrase IX , CATX) 76 ' 20 W Ji5
BE LD B2 R IR MRS GM-CSF 5 CAIX
& R R R AR S Y DC. R IIEE R B, A AR
B DC Mz GM-CSF 5 CAIX J& ] LA 22 4 T56 4%
PR 40 iR B AN S 51 RAT AT ™ B A AN B R
WAL HIE CAX BRI .

B2 DCAEN AR APC, FEHT IRty rh iy
VEFARZEZAL. I R _E 3T DC Y452 s 40 358 )7
2 SR WIAD K, Ry A AR A8 IR VR T B AR TR
S AR DC $E1 B Al 28 4t AR R I AF & 5 s i
ARk — .

5 R 2

DC {4 52 ()P0 R 8 S 4, 2675 4k T 41 i A
P Gy B g e EELAE L SR, £ TME o DC
B AT I I B G i A2 AR A, B AT, AR DC
BEAE R & A 5 R R P Y T RE S R T Ok i Y
K RN T AR DC 4 i S 3 75 i Jed 28 23 P A4
FH B He A e 98 5 AL I R R Y7, B B L 7E
TME #1,cDC1 G2 801k T 40 B e b I8 5% 2
o IF AR SR R AR AR, oDC2 RS CDAT T
YU BTIN IR G e DI RE. IR A Tt TME #l ] DC %%
B B LA RSB LT o X T R 5 ) B ST A R AE T
TR B RE R A DS A EEE Y. Hie A
DL 18] R R 19 0F — 45 B B 5T« AR BE A S 16T R,
DCT #3540 I8 fo 2 19 HLARBL 2 247 <DC1 B
THEZEIF S CDST T 40, J2 75 o £ 5 5 i g op

NK 40MER 2 g7 2, NK 40 2 15 GE 1% 1k I 3 5
cDC1 [ IhAE? JE 7 AEWs cDCL 18 i 20 2 b () B
VERIERE IR YT UG () — 48457 £ TME Hii 4y DC
DIfe iy 2ARPR FFpLfl R AT 47 @it Xt DC R E
DIRe e — LR M T M G HERE ) DCL 58 DC )
REIT4E A B WS B8 7 75 IUT AT SR YT 1k X
FOEEEE BRI T AR A R R R X
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Roles of dendritic cell in antitumor immunity and
cancer immunotherapy

REN Songwen, WANG Hongjiao, JIE Zuliang”

(State Key Laboratory of Cellular Stress Biology,School of Life Sciences, Xiamen University, Xiamen 361102, China)

Abstract : Dendritic cell (DC),as professional antigen-presenting cell, plays a central role in the regulation of innate and adaptive
immune responses. Recently, there is growing interest in modulating the DC function to improve antitumor immunity. In the tumor
microenvironment ( TME) ,DC process and present tumor-associated antigens (TAAs) to initiate antigen-specific T cell responses.
On the contrary, tumor cells produce metabolic products, cellular factors etc. that regulate the TME, to inhibit DC infiltration and
dampen their antitumor immunity. There are different subsets of DC in tumor tissue, with diversity functions. A better understanding
of the diversity and functions of DC subsets in the TME may lead to enhance antitumor immunotherapy by DC. In this review, we
focus on discussing the roles of different DC subsets in modulating the antitumor immune response,as well as the research progress
of DC-based immunotherapies, providing new insights and strategies for future basic and clinical research.

Keywords: dendritic cell; antigen-presentation; cancer immunotherapy; tumor microenvironment
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