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Advances in the regulation of DC maturation and function by immune check-
points in tumor microenvironment
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B SR 41 Ml (dendritic cell, DC) F I TE 1973 4F
FH Steinman 7£ /] B (1) 9 & 30, R B A A A R
R MFF AR Y. DCEJE T& #E CD34"i&
141 9 (hematopoietic stem cell, HSC) , — 7] 43~
2t . DC (conventional DC, cDC) Al % 4l il #£ DC
(plasmacytoid DC, pDCO™, E AP 2 £ 6e /1 & i
H 3T 5 $2 5L 41 B Cantigen presenting cell, APC) , DC
RE AR 2R 0 T 9 52 3 i 9 #H OG5 (tumor-associate-
dantigens, TAAs) 25 i J8 Pt J5 K5 = VR 00 T 4B, AT
PSR AP % B IR, DC Y% B
R R G v T B L A R . DC v & AR
H & DC EA4R ZM 7 B0AH B 1 TAAs 74 7%, DC % B £ A4
PN BE 8 (2 2 i Rg 4R S M T bk 4 R A G 5, R 4 I Ie
AAGAE L, I B8 . 2010 4, LA DC Sy 2t 1
I 51 i3 96 9% T Sipuleucel-T (Provenge) il N 58 — /M
FDA L (¥ F TG 57 IR (02 B

DC R 4 H AR A& F Dy e 7] LL 23 N R B DC (im-
mature DC,iDC) . 2 1% # DC (semi-mature DC) P f
J&#DC (mature DC) . &34 DC A% 3 T 4il i1, 51
RARE Ve g% OB, RAEBUR G B S
KRB A B DC AT LR HEAUAR 7= A G iz it 52
S IR 18 3% S 2 R A LR 2 — P PRI, DC BB &
ISP g% B BT DC I BCIRAS T D RE
R FT DC 18 M8 flA 55 v () s 3 ML) S A AL
PR G IR YT SRS, X T4 R DC R T AR A

B
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(973 G BEAGL 0 RUAE T 71 S 8 S Ly T B A
B AR O e B T R iR AR 2R . A, S
PR A AL DC R T RE R 2 R I Rk 45 75 22
YERT, BETRZ R T DC A M PUIRE S e SR . AL
ST GuBER B R L R A B O DC R R B
RE T2 I FE AR » DL G B fer 25 s AU i) 770 AN DC €
I S T IR VR I R I R FURE R
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DC f B Z R EY) ERIE 2 — B B I, X
R MNE R RE, EXA I DC R IR T2
SEARE I, Bl G, PO 0 TR S5 RS RS T 40
e, FEIEHEOLT,DC ) 20 THUR SN E A,
Hr 2 K Z 5 DC & AR KA DC, K& [ MHC-1 73 ¥
AL HI B 43 7 (CD40,CD80. CD83 Il CD86) 3 ik ¢
%, B A R 3R ORI U R B RE 71. Lk
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52 305 R AR L H A B R B M DR N, DC KL
JR AN A S N T 9 0 K 5 28 Ak e, B IS
fE A R CCRT BIAE R A 2H 2L 7% 2 4R i
FI9 B2 25 (lymph node , LND B I, 2 3 51 545 T 41
Ji, 5 B e A, #E DC R A A] , 3% T MHC-
117132k B, I 5 PUREOEECMHC-I/IRE &4,
AT H2 TR RS T 4000 ; Rt MHC-I/IK B &4
(5155 4, A DC I8 _F 1 40 it g _F 3L 3800y
(41 CD40.CD80-CD83 F1 CD86) [F R 1A , IX LEyH {t,
IR 75 TR B CD28 7> 456, AT
YHM AL A5 5, AT T 48 M e 27

A, B DC I8 ] Ld it 43 34 TL-1B IL-6+ IL-
12 A IL-23 55 2 Fp gl i Rl 7 B R A Ly 72 5
G BT, 75 F naive T 4 23 b BRAS [F] 22 1) 250
TS, 5, fle 3 DC AT LU 4336 TL-12 (2 4 T
4 B ) Th 34k, A5 40 i G 9 R 27005t g e i 3%
ik 35> F OX-40L {218 T 48 ifd [7] Th2 4304k, /2
PRV G 9% I 251125 il 34 DC ik 1T BL 43 34 TL-1 1L -6+
IL-23 F1 TGF-B A2 fs T4 7] Th17 23 4L,

WF L2 B, iDC BEM% 7E B = JLBUE 5 1 41
N R SR RS T4 o RE B T 4
OFEE , T 5 S e g 52 , e it I jg A8 s 24 iDC %
B PR Bl 2 M DR 7 5 ) B % Ak o A DC, T 3
DC B H0E T 40, 3% 55 20 i 25 14 T 94k B2 40 i Ceyto-
toxic lymphocyte, CTL) %1% I8 (1) S )% I o F& T
iDC 5 334 DC 7 fe 9% I N Dy g b (1) 2% =, 55 DC
SR T IR IR e 28 R 3 SR S A e R e 92 N 2 1
KB IR . SR IR A 52 Th A 2 MR R T DC
B, H S e R R0 T2 S DC IR AN T g
() OB DR 2%, DAL, 34K S % A 25 R0 DC s %
R PRI A2 AL I T TR S 18 97 B 0 R
IR X

2 REKRESIDC RS RSN

Ta B AG E T SE 4ERE T 41 5 APC 3 TH] L 30 Ofn
ILANHME TP 51 ERENE RG R
“RIZE” (A, o] DB 1k G 38 BL 2 3R 40 )t B 0
F2 IR R 3R G 8 J B 1) E R JR R 2 — 1, HHT, g
K25 s FORE 72 22 R AR T 26 T Y1 Th BB A M, I 4F
K o Bl 25 50F G B R B I AR, AATT R IRk
DC KISt AR 240 . B BTN 500 S ke 2
B T35 CTLA-4.PD-1/PD-L1.1IDO.ICOS/ICOS-
L.Tim-3 1 OX40L % , HL 4k 53 — L5 I # A AN
G % K6 06 55 10 4 T AL 45 LAG-3. TIGIT f 4-1BB.
XA P RG AY 55 2) T-0 DC R ML AN A [
Hrf,CTLA-4.PD-1/PD-L1 #1IDO %f DC F] i 24 A1 )

e B MHI4E I, OX40L XF DC (1) 4 5 oh it B 2
HEVE ], ICOS/ICOS-L Al Tim-3 % DC F i 24 Al Th R
BA N E PR, oAb Sk 25 06 DC B4R
R dE— BRI

2.1 CTLA-4

CTLA-4 X FK CD152, & S e Bk i 1 (Ig) it K Ik
B, 7 T 40 SR e L i 4 . CTLA-4
I HLETEAL I T 40 A Treg 40 i AR T Rk, RERE 5
CD28 3% 4+ 45 & F DC L ) CD80/86 43 ¥, T CT-
LA-4 73X PR ARG A 43+ B SR Az 7y T CD28, BRItk
BLREA A4 CD80/86 5 CD28 4 &, M 41 i T
ST () A S 38 5% Treg 20 I S 2 4l /6 FH U

BT R FER B, T4 E CTLA-4 5 DC ki)
o5 AL BC A& CD8O 11 41 H.AF FH BE % 15 T STAT3
FRAL, , B NF-xB i 14 , #11] CD80 Al CD86 4 [ 1) %
SERNER R, T HN I DC BB Bh Ak , 75 B I i 34 555
W, Treg 40 B R 1 CTLA-4 7 T RE /1 3 DC 3t
143 7 (CD80 A1 CD86) [ 2215 N iff il IL-12
31, INTHT B AR DC B0E S T A LRI B8 T, 1958 Treg
2 B A G g% P S, 5 e RIS, Treg 40 i 3%
L CTLA-4 3£ 7] LL 5 DC | CD80/86 1 3 Al P 45
A1 SIS F IDO 78 DC A 2R3k, Wt ] 2%
LT 2 ) SN2 Treg 41 1A ) CTLA-4 I8 B
PABC R A5 14 7 5 sh 25 175 A 2 2 g ik B2 45 5
FEI DC [ AIen,

W& T WAk B T 40 B A Treg 40 i 1 , CTLA-4 .78
LR B FIR AR /N B 45 e e A
PAJRE 55 22 Fh MBI A . b sy Rk Sl (R R POHIE
S, N FL g 40 M 1 3R 08 1) CTLA-4 B % 18 i B0
ERK H1 STAT3 {5 5 &2 k4 il DC ) s AN DB, BH
Wr CTLA-4 7]k 52 DC It J5E 52 38 F %5 T 410 B i S
REJ1. HHEHEDN , BT CTLA-4 B 55 BRI S DC %
HHERAT W B CTLA-4 % DC B4MHI/E R , B DC %
[l CD80 1 CD86 1)1k , 3 58 DC 325 1 1) e Jif 988 3%
2.2 PD-1/PD-L1

FEFFPEAN BB T2 2 -1 (PD-1) /& CD28 #8 K ik
B UL, TR VS A0 IR T 40 J F0 B 40 i 1 i S k72,
PD-1 /& B 2 1) % % f f 4r +, 4 5 H ALk PD-L1
(B7-H1/CD274) #1 PD-L2 (B7-DC/CD273) 4 4 i 4%
T AN HIAE 5, AT S0 T 28 M v 0 RN 4 B R T
(AN TEN-y AIL-2) {43 ¥k o B4 DC 2 TH CD80 41
5 PD-L1 1y AH B.AE H 8 28 PD-L1 5 PD-1 (] 45
Ao TR HE T 4R IS, fE L FpR o, I K
P W RO T 40 A et VRN B B9 R, PD-1 T PD-L1
TEREADC 1[92 IK RERE I T 41 M 3 P 4k T 41
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J IR 4k 1T A 5 iR S 1B . PD-1/PD-L1
4% (10 BELT PT DAV 2T 230 PR 3% A2 e &40 D 1) s 00

FERh R RS, DC _E PD-1/PD-L1 )32k £ B
DC [ AR T RE A o 75 B S8 v, B iR 0 1)
CD11¢'DC gl [ %1% PD-1 5 PD-L1, fti & fh 8
1)K f& , PD-1 78 DC | [ 21kt fif 2 38 0 , Fad a4
il NF-«xB {5 5 3@ 42 >k 4 i) 28 M K 5 (4 IL-10.IL-6
IL-12p70.G-CSF Al TNF-a) BB, M T 2 357 DC )
KBRS, [RIFE, 55 4b— Tl P9 B, n] ¥
1) PD-14r¥ 5 DC L& PD-L1 8 PD-L2 &5 & )5
AN i DC 2 [ 3L 1 ¥ 4> 1 (CD40. CD80 A1 CD86)
IR, M DC B, R L m P R 7 IL-10
FI5 , T H0 ) T 40 ) 3 B RS AL . k4h, DC B
PD-L1 (3R $ 1] 918 360 4 B % T 40 i (T follicu-
lar helper, Tth) FJEVL 5 VE T 40 (T follicular regu-
latory , Tfr) [ 7344, 22 5¢ B B,

UbAk, PD-1/PD-L1 g2 40 T DC 473G M H
NSRBI % [ N . PARK 258 78 % L PD-1 7E
DC W [ R IE RS S DC TS, 7€ DC B 1] BH
W PD-1 15 5 i& 12 Be 0% (2 2k DC 17 1% FF 3 55 DC 1)
PRV PECO, FE A A ) BRST A rh ik 4 B A B A Y
o PD-1 f % 1 DC, 45 5 & 7R PD-1 /iR Y DC B fig
R ML A B PR 9 1 D8 T 4 M ) 49 4 DA K% 7 LB
FURIORL G B 1R 4300, AT A 2800 il g AR KB, 7R 2
Bk B, U PD-L1 G Y7 Al {2 3 DC (1) pl 24 A1
5 155 5 DC 43 ¥ IL-12 TNF-o F1 IFN -y 25 41 ffi [
T, 7 A HL A B S A iR O 1 ) CTL 48 fa®7,
[Al itk , PD-1/PD-L1 i 4% /2 R o % ¥6 97 11 R 47 S8 bR
DC %% 11 591 PD-1/PD-L1 BE & VR IT AT RE A R R FE N
BRI IR IT SRS
2.3 IDO(3|%k-2,3 W Aw A5 )

5| -2 , 3 XN 4 B (IDO) A& —F 2 5 (L Z 12 7
fr A ) I 2R (1 5 AR5 7E DC AN 22 i i R 41 i v 26
ik, 2 540 E % 2 MR R R, HmRIA S
iR KRB AN R TIS RH A 3 2 B AR 25 DA OB, 8
AR T A TE 1 75 2 25 R , DC _FIDO 1) 3%
1K REAE K E SR 7 f D K PR 2 IR » e A 2 L i 10K
N DC FI R, 51 RS T 24 ) A 452 S 01 T 40 i 1
P38, [N 5T Treg 401 74, IDO" DC 5 F 7 4=
() Treg 40 i v LA 3gE — 25 #) DC 1) 56 4% e 324, '~
DC L33 4> 7 CD40.CD80.CD83 1 CD86 [f % ,
P CD8" T 4H fi A T 11 B 92 B . AT 5 50 4 92 i
0 R, £ DC A R[] T ER IDO £ (Al i i o
SRR RIUFI N BT 5. 75N /N BB AL o, B
A L3R DC H I IDO Kk BE % {12 i3k DC ek , 41 12F i
Je B R e 1 T 40 PR B, 1Y 58 DC A1 5 1P YR e

95 SN 5 S 2 A e g A
2.4 OX40/0X40-L

OX40(CD134) & FiA T4 T 4 M 22 1 Y TNF
KRR 5 & WU G 3% 25 v A1 21 B[R Ry
HACL R OX40L FIA T DC R, 7EPT MR G095 2 M. 1)
b FE B B E

A TR B, OX40L A i DC 1 A2
% K7 (TNF-0IL-12p40.IL-1p A IL-6) 774 . DC
R FIE I OXAOL AR5 it b PR 855 1) AN [R5 5 T 48 i 4
AN TR RO T 4, J3 shAS [ 6 S I v o 7E
I R 0 25 98 45 I RE A B v, OX40L 4% 44 (1) DC
REAZ I 5E Th Sy [N . 78 IR RBI 70H , B 25
L OX40L (1) DC fgft 38 v Hpt Jil 2 vdm v Rk T
A 3G 5 RN 43 W8 TFN-y , ANTIT 53 Th B % S B
TE/N R SR B 2 MR B, OX40L mRNA %% 441 DC
[ L RE 05 LR TEN-y (0330 , 15 5 CD4'T 4 il AL
9 Thl 40, 5 3 36 5 CTL Ho i [ B, S BE 298/
BRAFTE™, [F], 78 Bk = TL-12 5 MMP-2 Il 5 1) 47 i
T, OX40L 7£ DC | {33k xF Th2 Gy N & R FE A
HEBEFER . EIL-12 8155 F , TSLP i
I% B DC |- OX40L 1514 0] LL1%5 3 naive CD4" T 4
Jid 4346 A Th2 3155 5 77 £ IL-4 . IL-5.1L-13 1 TNF-a
SO A R 7. MMP-2 HIl 37 DC @ it 75 5 OX40L
(332 DL S AN TL-12p70 7 4, 5] K naive CD4' T
Y AN 46 1 Th2 R A6, ih4h, DC | OX40 155
TEYERF Tregfa S i B HZ/EH . M GM-CSF &b #
fI 7N B 23 B Y OX40L'DC, B Jo 5 CD4'T 48 g S 5%
7, K Treg LL OX40L #6177 XA H5“". #£ NOD
/NERH, BMDC 1E 1L-2 47 75 [ 26 44 T~ i ik OX40L -
JAG1 15 5/ 3 Treg MG FH .,
2.5 ICOS/ICOS-L

] % 5 3 ¥ 4> T (inducible costimulator,
ICOS) J& CD28 i i it 2 — , AT {EIE AL T 4 g &
k. ICOS M /& (ICOS-L) & B7 F ik i1, &
FAE DC. B 4l il & APC 41 g LA K i 98 401 A 2% Tl 2=
KW, 1C0S 5 H AR ICOS-L I AH EAE A AT LA i3k
T 40 G TEAE AL, 25 I8 )% [ N

ICOS-L 7£ DC 3Rk %F DC H A X 1 45 1F
. BRIV ICOS 5 DC R ICOS-L 44 )5,
A LAIA DC AR B MR 5, 1245 5 B i B DC IR S
AN [T A BT AS 5] « 1] iDC Az 38 4 28 A5 5, 1 1)
MEADC A3 AH(E S . 1COS it G P38-MAPK
55 R ] BE R iDC 23 AR TL-6 88, Al B |
W DC 2 [f 11 £ 1) 7> T (CD80. CD83 1 CD86) [
FIE  1COS HIBIDC J H A Wk A B 128 52 Dy g 35 1
5, 5] G2 Th1 4H B L 5] 3 fin 0 Dy B 16 . 8K 1 72
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DC it e, 1COS W] 5|2 DC 73 WA il K- TGF-
B1 Tt Er , (H HLA ) e 2 S 1 A BR S

ICOS/ICOSL %} DC Ty fieg F1 80 e i 15 4 F AN A
BAEARFEPR K DC L, B X 5] FASF §) DC A,
A HEFRE R B, # Y ICOSL mRNA REW% 1 i B 6 ok
J5 ) DC (BMDC) % #4 A5 & ) 1 CD40. CD86 Al
MHC-II ) 323 5 {2 HEAR %8 PR 1~ 11 43 W I {2 32k Th 48
G B R 7 A A S R R 440 i) e 9 44
£, KN BRAFIERTE] . SR T, A [/ T BMDC, pDC
[ ICOS-L (3R IEREME AR 3E Treg 4 i AR, T {2
b 7L AR gk
2.6 TIM-3(T#@fR iz & ar&a-3)

Tim-3 # 54\ Jy /2 e 57 1% % 1k T Thl #1 CTL
T, BEE T FOIERN , KB Tim-3 . 7E Treg 41 il \NK
ST« B R 20 L I RN DC B A,

Tim-3 7 DC [ AN I B 28 i 72 v A W
VHVER . Tim-37EDC L= 3Rk Ae s N i L
/% T (CD40.CD80 1 CD86) i) £ 35 , Hi A FH ML /&
Tim-3 I8 BUE Btk S5 52 FE0E 10 AF 52 A I 20 R T -
Src [ Wi NF-xB 15 5 i& & , AT ##l DC ) ale 2407,
CHIBA 55Vt 7 & B, I 983 2 11 11 DC R % =1 3K 1A
Tim-3, Jfid it Tim-3 5 =LA HMGB1 A BAEH T4
48 7] DC AR B %532, T A0 TEN-B 7= A2 4
bR & AR A6 BT Tim-3 B 50 B T e 0 41 6 il
THIB . 7EJR % B R, TIM-3 78 DC [ £k %
4 DC 43 WA 7 K F-(IL- 12 IL-1p K TNF-o) [{] I
REST

SR, A I 7R B, Tim-3 X% DC (I ShRE A
IEFFAATER . LR EESE -9 (Gal-9) /2 Tim-3
() 57 — B4R , & BE S 30 Tim-3 15 5 1842 I L 24K
it 75 1% S DC 43 W TNF-a. [AFE, NAGAHARA
TR B, LEATRE /N B, Gal-9 BRI 044 Y ik
FADC 1) E I K/ A TE I [R], Gal-9 HIlBH) DC
5 CD8" TN LR 77, BEfs (i it IFN-y P24, & B DC
A1 CD8" T 4 i i i Gal-9-Tim-3 AH H.1F F # 58 CD8*
T 4 M A5 F e i 8 S
2.7 HAe

B & W FC IR N, BE 2 14 TR o B gk
K56 55 I Sh g, BF 78 % W) LAG-3 . TIGIT X 4-1BB %%
otk A it 2 5 DC M D Re 4%, (H H 6 DC 1) 4R
W2 PN ) 6 ) 52 e AN BR A 40 ORI
e as1al

WG S A B ] 3 2 (LAG-3) Xk CD223,
HEAL Y CD4 73 TR F AL, 3 H LA CD4 B2
EISEA 15 DC | MHC-IT 43 745 &1, 40141 DC ()
AT BE . LIANG 25 58 & B0, Treg 4 i i it

LAG-3 5 DC b MHC-11 7> ¥ 25 & , 1 58 M S 45 4
PEAS 5 5% 4148 SHP-1, BUE ERKAS 51848, AT 417
il DC i& 1t , LAG-3 BH W 4 470 4 T BT Treg 4N 5
{ DCHIHIE « 734k, A S5 HIE B, pDC E AR
AERIA LAG-3 71 5 B 2R 41 g - HLA-DRC #H H.AE
F %5 Treg 40 a7 25 , [ s ] 38 B A% 4 B B T A
Al CCL2 , 554 il A Ut 0 0 1) 14 40 e (myeloid-de-
rived suppressor cells, MDSCs) 2 g 3 A57 H , M 11T 4110
il Ffr g B 92

TIGIT /2 Ig 8 F R 1) — P2 Af , M SR M 52
PRAE G 2 40 B 4 T 2 i AN NK 40 i B 223k . TIGIT 47
FE P R L A4 : CD155 (PVR) AT CD112(PVRL2, nectin-
2), AERE7E AL FE DC 75 N 119 APCs FIEL 35 fif 8 41 Jia 72
W 2 FhaEIE MAHH F SRR, B § A 1X) TIGIT
FROTIF 90 2 B B e T H 6 NK Al P A . el , A6
NI 2052 40 5 TIGIT 5 A 98 /0s BRI &5 i e 7858 1) NKC
Y it 5 3 4 ¢ , BEL I TIGIT Af BH 1E NK 40 i #6385 , 3
A a3k NK 8 B A0 i g S0 221 TIGIT F& 1% NK
M A 4RI /E FH AL, % DC H[RIBE A HIE . A
W 7R B, TIGIT B8 5 DC | CD155 45 &% 5 IL-
10 (1 4330 [7] B F A1 4 IR 7 TL-12p40 972 A6, AT
] T 200 BTG e 4 1 R A S 2 4l VR F o

4-1BB tH 1 CD137, /& TNF 524K K ik 7, fE %
VR 5 28 3 o) 8 52 P 78 5 A6 1 T 48 i W NK 40 i
A DC % 2 Fh 9% 4 i - £k . 4-1BB IFCAA 2
4-1BBL, HAE L HLAPC b3 ik, 445 DC A1 B 41 ity LA
S ELWE 4 e, 4-1BBL 7E CD40OL 303 Y 5 4% 41 i
K Y& 1) DC (monocyte-derived dendritic cells, MoDC)
R, BN S DC 4 W IL-12p70, {12 3E 1 4 57
PET 41 B 14 587, S BF 589K B, 4-1BBL {5 5 {2
5N 2 B A0 B 53 A R — Bl B 46 R 3R 2 (1 g Y
DC (CD137L-DC). CD137L-DC AJ i #f CD8" T 4H il
WAk Tel Fe A, A0S 1R T 40 i 72 08 52 i b 5 4 ek
Ao eAh, IX T 20 AR BE S K, R F R 2 R
RE e, 178 CDI37L-DC A ¥ N 3T DC ik
Jo G B VR T IR P T

G LA A 55X DC K FAFN T B 14 18 428 1E Ji 83 (1)
R R R R R R A A DGR AE L, I A B (AL
Tifet— D ImE 5. HELMYE 9T 5 DC R A
. FFE B S e va T R R H R A R AT 5

3 RENELHEEAYIERSDCEENATMEIR
PRSE3E

G & R S IR 1, AR RO T
P (1 59 5 IR PE AN A X G 2 119 L B
FCHIR » G Bt B mi 7 ik O OA R S R T 1Y



+ 1030 -

HR [ R R iR YT AR, 2019, 26(9)

RIFTFB. HAET, 20 %t & 55 7045 PD-1 5t
& (pembrolizumab. nivolumab) . PD-L1 ${ {4 (atezoli-
zumab, durvalumab F1 avelumab) . CTLA-4 $i {4 (ipili-
mumab FlI tremelimumab) LA & IDO $T {4 (indoximod
AINCB024360) 5% 2 /> H S AR 11 Ab T 1l PR il 56
B, Hoh— w84 4k © 4% FDA HILdE TR 97 22 Fh 2 A
AR . SR RUT RS BLDC Jy Al 5
Jed P B PRV IR 5V 9T J7 105 2 R SR I R o 27 K K e
J7 1), B RS GRS SRR T, WK —. B3k
3 BB 7T 45 SEAIE Sk S ek & R R 25 5 DC Y%
(IR L FH JEAT S TR G928 S 2 R 77
3.1 CTLA-4 #ufk

Pt CTLA-4 550 [ B B A 2F A R 58 By
B ¥ o e ko A5 nOHE M) 2540 . 2000 4F, CTLA-4 $i /&
ipilimumab F1 tremelimumab #F A I PR3 . H A,
ipilimumab - 2010 5= 4% 3% [ FDA ik H T % 0 328
IV TT 5 A 55— Pk v v B2 F T 1l R 1Y) S 2 i 3
FUEE [ 254

H AT CTLA-4 it 5 DC 2 v Ik A5 1 THITAN 1T 4
I AR 56 A 79> I C 5¢ R S WE 78 (NCT00090896
NCT01302496) . £ —WUEH 0] TITHA BRIV H 28 5 3500
B I AR IE ™ (NCT00090896) , il H tremelim-
umab 5 MART-1 $t J5U ik 7 % () DC % P B AR T, 45
R BRI 2R H 10 mg/kg tremelimumab 5 77 1) 4
2B, 2 4 BRI B 4 2% iR (partial responses
PR), 53 4b 2 4 33 15 76 4 92 i (complete respons-
es,CR), HIX 4 X BEE T IRIG 2 £ 4F NI
K o T o A — T 1T S e R A 5277, R H ipilim-
umab XA TriMixDC-MEL (— Fft B 28 FL5% 4% CD40L
CD70 F1 TLR4 % [K ] [ f& DC % 12 ¥ 47 39 ] &
FOE A, AR EOR 6 A H R 4% 1 % (disease
control rate, DCR) N 51%, &L 2% fiff % (overall response
rate, ORR) A4 38%, H 1 7 44 fE o 115 ¥ 70 2 /il (PRO
8 4 B WG 5 &M (CR) , 6 %4 HE KR R € (sta-
ble disease, SD) . Filfili 1 {7 PFS Jo i Ji& A4 47 (pro-
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3.2 PD-1/PD-L1 #utk
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' 240 e e R EE v LR 5 22 M IR ()96 9T, IF B
pembrolizumab (NCT03035331. NCT03092453) #lI
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IOCA5 ¥R T iR A DG IR PR B L2 JE JF . PD-L1 2
P — /NG B LK PD-1/PD-L1iE I (4 5. & 3
PD-L1 # 7] 25 % 11 durvalumab . atezolizumab F/l ave-
lumab FUARZR B H I RS 14, 3745 55 [ FDA #kifk -
TRIT HE R PR B v R gl B SR E b B s ATNSCLC™,
Hrr, Avelumab 5 DC ¥ B G697 45 i i I Rt
FL(NCT03152565) IEE#EATH .

Y24 91k, ¥ % PD-1/PD-L1 1 1] 71 B & DC 92
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BORE S IR A DAk 2 G 7 1k 1) 2 Ak L A K 52 71
BRI A RS DL S g% IR B EE 2 A I
PRIEHR IR g% va T B3 5 it o
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i} 52 B 47 W PR S AR B K o oAl TDO 401 1) 771 17 1
PRAE 5T H A A 3 22 DL S HAth S 2 A 2 00 1) 57
PD-1/PD-L1 #i il I BE & ¥6 97 N £ . IDO #1771 5
DC % A B AT A 1R R BB 7823 ]
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