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Advances in immune checkpoint inhibitors combined with other treatments

YANG Nan'?, ZHANG Xiao', LYU Hui', HUO Meirong™, XU Wei'”
'Department of Pharmacy, the First Affiliated Hospital of Shandong First Medical University (Shandong Provincial Qianfoshan
Hospital), Ji'nan 250014; *School of Pharmacy, China Pharmaceutical University, Nanjing 210098, China

Abstract As one of the most attention-attracting immunotherapy, immune checkpoint inhibitors (ICIs) have
been approved as the first-line drugs for the therapy of various types of cancers. Nevertheless, the single applica-
tion of ICIs exhibited limited efficacy, and it is easy to develop drug resistance. Therefore, the development of
combination therapies become a hot topic in this field to improve the efficacy of ICls therapy. This article
describes some new ICls targets, reveals the mechanisms of resistance, and introduces the current status of com-
bination other therapies with ICls therapy systematically including chemotherapy, radiotherapy, hyperthermia,
antiangiogenic therapy, tumor vaccines, cytokine therapy and adoptive cellular therapy. Furthermore, the syner-
gistic mechanism of combination therapy to enhance antitumor effect. Thus, this article provides solid references
for personalized combination therapy according to the pathological characteristics of patients.
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AR A 95 22 830 3o e 8 W AW A e e B 35
s, b O g 200 ) AR S R T R A A %2R
PTG LA R A ) 1 A2 A ) 5 e o VR 41 o
S RER A N, AR PSR T A2 AR - R A T
Z KT A4 -1 (programmed cell death-1/programmed
cell death ligand-1, PD-1/PD-L1) . 20 g 357 T ik 2
2 A0 S BT 5 -4 (eytotoxic T lymphocyte-associated
antigen-4, CTLA-4) Ik [ 4 jfd 3% 4k 5 [5] -3 (lympho-
cyte activation gene-3, LAG-3) %5 A] 471 [a] J& 7 J4 6
10 B 5 L, AR R LIRS B FR I 32 0 SR, TE R
PRIGOUT , I Jed 200 Jf o] e o 2 o 490 o e f e A A
PN RN RS R SR ) 3] S V3 v S I Bl
(immune checkpoint inhibitors, ICIs) J7 38 1=F FH Wt
PR T3 B | BELA: e 114 S e 1k k| DT 34 5 A
SEZGEX IR A A A ) o AR ALY T
FLIIRT T e X —Mo 8GR T 7 3B ICTs TP iE 0 ies
PR R T A, B E o AR/ N0 i R
ESANI W R A e RS A TR
SR, B — 1Y ICTs 72 2 W e PRI YT Hh 1875 1 17
PR s, B AT 29 25% 1 521408 i
A AT N ICTs S YA, X 2 I 52 A ZHE 1 B
PEVE R I T2 O, A $2 5 1CTs y7 %80 e
RS 245 , IR i BT 58 3R L

BREIRIT R A YT S ICs HE , N Ff
TR AR AL A 00 1) P 9o 2 6 3 | 14 5 A R e )
i ged B o O, AT RSB RE AR AT. ARERIR R TE
T ICTs By — 2L R L AL, IR 45 A 1CTs PR IRYY
HRBTA LA, TEA P A B BRSBTS, JF T
ARV IR [RI7C g LA, DA i R B Xk 6 25 i B
FAEEAT AR IR T iS5

1 ICIs B E RS m AR AE AL

H A R A9 1CTs HTR 24U FE CTLA-4 HL
PLLA K PD-1/PD-L1 Bgip (W 1 ~ £2) . FfiEXT
PR G E AL 58 R B A RATIF & T8
2 FLAT IR IR T T 77 1% i 280 G 2 A A T )
Hor LAG-3 &4k CTLA-4 L &% PD-1/PD-L1 22 J5 5%
Z R R . LAG-3 AR FE T A0 B 40
1 R 25457 (natural kill, NK) 41 Jfl 2 1fi 26 3k , I 1]
HHEBAA EZALMAEMNE AP I (major histo-

compatibility class [I ,MHC II )45, 350006 g 4
1 T (A N i O RS e 1l I O
TR A I T AR A R M T 401 (reg-
ulatory T cell, Treg) ', Sordo-Bahamonde %5 i F
LAG-3HLA i P A BT, relatlimab ) 518 bk 2 46
L 1 O3 A 4 A1 il B A% 4 B (peripheral blood
mononucler cells, PBMCs) 3% 3% | 45 51 0 7= Fig H7 )
BT AT S 9D I A A, T T 4H i LA
Lo NK i ) 5 A1 o

T 2 i 5 2 3R 8 H 3 8 3000 1 -3 (T cell
immunoglobulin domain and mucin domain-3 ,Tim-3)
I I B S A AR ) 1o Tim-37E T
I B B 2 1R 41 B (dendritic cells, DCs) NK 21 4 |
W 400 L 55 22 T 4 5 A0 3R T 2 A R0k, R i
AN R AL 52 el B2 4 ML B VR o Tim-3 7E CD8'T
YA IR AR R TR A F2oR I H D)
Ay, HAILH A Tim-3 3@ 2L H5 B0 T 404 4E 55
AN A B FE 2T A0 7 1(T cell factor 1,
TCF-1)", W % 74 X+ CD8T 41 it Ay 7 A 18 45 4
Mo M2k T CD4'T 1B Tim-3, MR EHE 5 N 4
PEPIERIRIY . BFSER W], 29 70% K Tim-3" CD4"
Jib 9 35 11 bk B2 41 BY (tumor infiltrating lymphocytes,
TILS) %15 XL AE £ F P3 (forkhead box protein P3,
Foxp3) , H Tim-3" Treg M A7 1E 5 1 /INH it fii 8 £ 2
IR WG SR L 25 P R D AH OG> . Tim-3 I8 AE DCs
AR T Ak , I E 1L 5 5 1A AR 1 B (high
mobility group protein 1, HMGB1) 4% & 1l il 4 2% f
JOET, BELE DCs 200 14 103, 52 e S 98 240 L 174
55 2 Je %4k . De Mingo Pulido 55" */BIF 5% & B,
Fe/N LRI A v, 40 P Tim-3 FBT T 2 2E DCs
P CXCL 9, DT 8 25 185 J0 e e 38 45 94K L2 40 L )
=i AE AL

A 40 M B A ZR RS2 R 5K € BB 1 (Keiller
cell lectin like receptor C1,KLRC1 or NKG2A) 7R 2
AT SRR A LI e BE R A A PR R 4y, SRR
TG NK 4 LA &% CD8* T 41 2 i, 5 e i A
H 21 B2 9t 5 -E (human leukocyte antigen-E, HLA-E)
AR 19 CDO4 R R A HET 5] A M 2K i
SN HIAE =, 0 NK 20060 T 40 i 2 R Y & 4% .
NKG2A 7EA [ A= B RS R 338 F AR, 78



HS4EH 2 W

Mo, A T A A AR A IR B IR T AR TS

133

F1 FDA B HEMEGEEAG A s A (1CLs)y 7 2 B LI RS R i

EIRESEIES BLik 2R e DA IO T
PD-1 Hifg AL BT (nivolumab) RS PE TR W AR /N AR I 6 00N A LR A R A e R T i
LR Sk SR R 20 i DR b B i AL EAS E i JH AR
PRI R BB (pembrolizumab) Bk TR 20980 AR/NAN T Jes 7 B8 Mk it /AR S IR AR /N0 B it des % B8 14 /N At i
it e B M Sk ST R 0 M o L AT 0 TR A MR AR R B AT T e RS
PERR B s ARNUZ RISV e e Rt 1 B e Rl A R 0l e 75
P R A0 R | 5 B G TL R R /R I A6 S A TR S AR S R sl e R M
S SN RS R W i A R 1 Merkeel 2095 G ARSI B 400 M 0
PD-L1 #i4 B 5 FI) B B (atezolizumab ) JRi TG S0 AL R PR b R i R R MEAR BRARAR /N AR L (AL 1 = T I LR
Tz /N Bt
FEARHIE 4t (durvalumab) JRi TG sl e RS PR % L B g A /NN IE T2 S0/ A4 i
T 24 65 BT (avelumab ) HRNE Merkel 40 M3 Jry BRI S G B M IR 5L B2 i SR o e S0 sl A A 1 ' A i
CTLA-4 55t LA HYL (ipilimumab) R O 2R

2 NMPA T HEHERE = 1CLs ¥ 3 K L R3S S 3iF

RIS HES EIR S I R 3 S0
PD-1 545t FE3E R AT (toripalimab) AN AT UIBRECEE RSV R OB R AR M AR R T I I s B M DR B

Mg R NG ) R M A B L BRI (EGFR/ALK) B 1 16 11
/)Nt o i

{5 A 4T (sintilimab ) 52 R BOMETR P 2 MUY R A5 A Uk LR L R R M 0 e B M SR AR R AR /N
RO s A P V) 3k A A% P I A0 M AN T DB B4 R S MG A e M e
MR E B

RAETFBRADT (camrelizumab) 5 S slOHEA 1 28 AL HE 27 4 bk LR 60 01T A4 3 ) 30 e 30 sl e A% 1 A
S8R /I 200 M Pt 938 g PS40 sl 2 R M 1 A 8l L WG O i R B A e el
PRSI SRR /N0 A il 9

B FIBR AT (tislelizumab ) 52 & alME IR M 22 OB 7 9k R Jm PSR 40 sl e R Mk DR B 1 I 401
SR /AR SRR /N AN B A AT UTBRITT A0 B S ) B e 0 sl e A% AR /N
it i 5 T AN T A T A6 S SR TR S AR A bR A B A2 R
B P LA s

Wi F 5T (serplulimab) AN PO AL e BE I TR AR E A SR AN DDA 14 Jmy P e 0 ke e
FEPEBRIR AR /N I il s

A B (pucotenlimab) AT YT BR I A M g B ol TR AN 0 Al i 1 A2 e 2R e D) S AR R
AT YIBR S PR A T

R 2 R PAHT (penpulimab) & & XETAPE 20 L0 78 27 4 9k (9%

FEMAF HAHT (zimberelimab ) 25 MRV AT 4 bk

PD-L1 ¥4t EPHE AL (sugemalimab) A P2 A (EGFR ) J [K 28 75 BF 14 [ 28 8 9 4093 84 il ( ALK B

JER A BT (envafolimab )
PD-1/CTLA-4 UK S PEbiMAR REEJEFI BT (cadonilimab)

PRI R AR BRI /N A0 B e R P IR/ N 240 M T =1/ 4 M P
N AT U AR T A Al T2 o TR AN Tt B 16 A 5 T 6 0 52 g
2 REHRENE S B

OISR U 2

R RS WEE S N N1

homolog 3 protein, B7-H3/B7 homolog 4 protein, B7-

SR B ZE—Ti i F NKG2A B
PUiR T 2 & R AR g i i R T T 5 v,
FAYTAH R A7 R4, HA R e R e, RN
HH NKG2A HfiZE Il R IR YT T v 7 o

A A &% BT [ E Y 3/B7 R R 9 4 (B7

H4) 7% A2A Jf 1 52 1K (adenosine 2A receptor,
A2aR)" JEAN-5" KA R (ecto-5'-nucleotidase,
NT5E or CD73)" K 5T S 1552 AR OCHY 5 A7
G IR P25 M SR 1 AR B K B R R FE AR 21K 2

(poliovirus receptor-related immunoglobulin domain-
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containing protein, PVRIG/poliovirus receptor-related
2,PVRL2)* S 4 k5 B — AU ICTs BT, 70T 58 4
JEE B B4 BT R RCR , B B R B9 i AR R H
RIS o AN [R] SR A b, AT A P S P A A ol
KSR BAEEZE 5 3, e b pLi &2 2%,
P T AN [ 6 20 A ] R AL ] A O B A A A
PR, T AL I PR 22 R R e 7 O 28, HoAT
HEE L,

2 ICIsTiZ5#1 4l

2.1 B e dm RO

i 958 ¥ A0 3 I AH SC BT I 2 1CTs R 7 Y kAl
HprJr Sk w2 Wil ICIs P s A BN 7 k%
K PD-L1 4 28 € 200 J8 50 fulT FH R 1R BR BT (PD-
1GOOI IS, B WG 5N 10% , 17 /5 3k
PD-L1 A9/ 48 i fii 98 f8 55, B2 B 5 m] ik 40% ~
50%>>, ERIRPURE 5 USRS IEARDC, 1
IR IR B R PN 24

B T e A A AR PEY R, E B B R
S 7 AT IR S T R B SR R 1CTs 7 ¥ OB
TG 20 NS b g AT A O TR BT U S
20 ML O R A VE TR 4 o SR, 7R
F G0 M A A AR AR T, & AT Y
I e 200 D B 4 S 92 A0 B U O AR BE , TR R TR 4t
Ji %) it 98 240 6 D) 0 30 5 R e 4 5, S B A
92 SV R 557 , B 5 A U AT e 24 S U R
20 0 B S R iz ML S R o SR IR T AR R
LR ARAT PR R 2547 G
2.2 BHEARBEFF

Tt & vy (interferon-vy, IFN-~) 251 I 5 b 2
o7 5% 1 oS00 i PR A 4 sy CD8T 40 v P
i3 1 R BIYE T 401 (type [ helper T cell, Th1)
A AR MR AR FEA LM AEEE Y 1
(major histocompatibility class 1, MHC-1) 5% , i 21| 47¢
g fE . SR, B JAK1/2 FTIFNGR1/2 5875 1)
A FLIFN-y {5 55 8 52 20 ] L D B 1CTs 7
EPE AR PTEN J2 8 WL 3 FE R, 76 2 Fi
e vh ek i A AT S RSB T L -3- VK R £ o
BEFIA LV, TR EIFN-y | Uk B 2235070,
HE DB AR S ie >, B 13 R AR A2 4 PR 1
8 3 ik 553 T e TR A4t L %) 2 P o, 987 B A5 538
6 A WL AR T PR 1, 1 o oo ) S e pi e , F

AT 585 TCTs AP RCR o AnsB P b v MAPK {5
I O AT S BUMN A N AR KT (vascular
endothelial growth factor, VEGF) il (44 % 8 (inter-
leukin-8,1L-8) Z A A LA , 1M BELAS: T 28 it 7 fipyeg
FROLIYRAE e A I ICTs TRY TR
2.3 MBS AT R LIRS

g2 13 5 5% (tumor microenvironment, TME ) /&
I 96 M | 28 A0 L bR A G BT 4 4 e 25 A
VERIIE WY 52 4 AR 25 TR AR 52 30 B A ) S e
%5 A o TME 38 3 7™ A 5 5K B o BER 5 | 700 A
S I ) 2 PR L B 375 S 2 4 o 1 4 M 2R A
S5, AU A 0 1 S g A Rl 2 T ) B9 PR T
AT B2 H] 55 1CTs 77 V5 BV T BE AL, S B8 %)
ICIs 7L R AR AT

TME 2 3 Z %0 K pH & A0 5t B0
SRR AR TR A 0 8 B PR BT — )y THD AT R e i
FEA MRS T, I T HER B AR , a0 = 4 AR
pH BYFEFREE AT 75 5 B W 20 e 3 s B AR B S i A
AR T2 M M2 AU 40 B 2 0 g 1 2R K
53— 7 T AT A % 10 Ginterleukin-10,11-10) |
VEGF ¥4t 4= K [H ¥ B (transforming growth factor-
B, TGF-B )45 4 i PR 14 Rt 43 , 532 Wi 4. 92 41
Lo FCHIRE A0 8 240 B 70 346 B9 TL-10, VEGF 45 [H
TR DCs #Y DRE , 7 X e e I S A
S A AT 521, 43 MARY TGF-B AT A A T 241
J e AR G e Treg 4™ HEAM, TME 4
JL= Az AR S W o, ANFLIR MY R i CD39 Fil
CD730 W[ -2, 3- WU AUl 45, AT 5 2o 1
il T 200 0 16 P R s v e A% S AL X ICTs VR YT
PR RS

TME 77 15 K H G5 40 il 4 240 i, X 1CTs J7
e AR TS 0 A B R ) 48 A (myeloid-
derived suppressor cells, MDSCs) — J7 1f] A8 Ji /> [
/1% 12(interleukin-12, IL-12) {4433 , 8 55 TME ]
CD8" T A Ay A Vi, 75—y i ik i il CD4*
T 21 A B CD8'T 41l 2 11 CD62L 23k , A il
R T 20 B e bR AT AL R I e DY A,
MDSCs 7] fitt #F 3 P & (reactive nitrogen species,
RNS) 8718, S B H 7 7 AR A AL SN, DT E
— S T A0 M AE R R AL R S R T
MDSCs, 88 A5 5 W 40 JifL | Treg 45 35 7] X ICIs 7
B AN R
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3.1 ICIs 547 B4

P AT 2 0 b e A A A LA T Y
YRR EE 1, — BB E ELAT s ol 4 , i 3 JLAF
FIRFGE & B, 8 H A =R R ARy 259 T 2
2R iR, A R T AkYY 5 1CIs 97
PR AR DN RIAE A

b2 25 1y vl 3 ) Z R A FRTAIL T B2 s AILAAC A 4
PE SR 2 (1) 42 32 i 96 4 B % A f 5 TR M K T
(immunogenic cell death, 1CD). #EiE , BIAZ
Y ERBE IR =T A ST 258, Y AT
SR AR = AR 1ICD. &R 1CD B R 4 i, AN
AR ATP (HMGB1 LA B A fifi 85 o) 2 1 R 5, s |
DCs 2 i (i S 4 , Ui o T 40 i 15 1L, IR g
E P 0 3 PR RO e (2) B SR B R Kk
R T ICD SFEUM R A SE T BB AL oy T
259, Qs AT AR A O R R B AR F B, i ]
I B RN R eI, B T AN X e 4 i)
U, 345 5% g A 50070 (3) ELEE A S e
WPEANAE . IR ZGY RS R BEEERE A |
PGl AF AT SE S 0 e s A A e (An
MDSCs 45 ) , 48 1 G 2 N o (4) B3 il 38 T 40 it 35
T o IR0 LU oL T 25 08 R AR % S 1 O
2, GRS Y o /DN BRER 4 PR R B AR A
PISESG Hh 25 7 BT8R 25 110 /0N SR P B A 6 17 i
DAL, 0 45 U0 L 40 B B 3 DR Lk £ A 3 AR B 1A
TFN-y 30 305 DR 255 | s S /K Y- 249 2 088, AT A2
PEHLAR A4 G5 2 7 AT 20 380G o (5) F2 a0t B e 4
MR . SRS BVD RN | P AR ST A
A T G 92 240 R R S AL AR, AT 2 157 ICs

FEALTT 25955 5% P8 AN 2 245 ) 5 iR 2R
BB AT AR /NG AT g (ORI 5T R 64 1 4R
SAEFERT IR 69. 2%, To it J A= 17 W mT ik 8. 8 4>
H T B4 1 AR B AR RN 49, 4% , To ik JE A A
4. 901 HENZFIGT7 L T 8k FDA HE i
VE A B3R /N M Bt e () — 2R FH 24 . eAh I
LA S WA TR BRGNS AZ I AR
TR, 2 2 B R AP R TP AR IR Bt A
Shy B IR /DN 200 il 9 1 — 2R R 240 A FL
P g S A A ) B T L AL R G

HJH PD-1 HUAIAYT RN AN R 5. 3% TifdE
H 2 H A2 WM ICTs BRI 53R 9T, AT vz
AAF I R 2 25 F R L2 R 4 184>
AU BRE T T IR B R

3248 TALIT FICIs A 1Y R 4Py &k, B
A ZFITERA 1CTs 1Yl RS EAE i T 2
SRTT , R FHAE 4 = 7 R0 (R BsF, o SRy F 5 35 Rl R
PR 55 TAE 1A ok Tk . anfef e B 5k my
¢ 2% (B¢ 7] o B B A 06 FHRE AL, Ao 3k 4
2 IR A R B AN BRI A6 [R) AL, 155 A T IR 21
SO O O W AV b S &1 R VAP A b keaauil (O
B A 2 XK I B B 1O A Y 7 A RS A R
e, 30 ZE g — 2L A
3.2 ICIs 57 kB &

B & B AR B aE 2D WO R A I R b A g
H 45 3% 30 o 5407 200, TSR o7 2 W) A Al o i 22
FRHLHI G 0 G - (1) BRI S DNA BUEE 4224815
AN | HCSHIA T IR AT LATE A Go g5 40, ik 2 2
KA AL XTI 09 4% 0 o (2) JBORT7 i ] fifi i
Te 240 LR TICHT 5 L 8 A B 5 A L ) 92 37 R i 9
F TR o (3) 507 325 38 Ao 185 58 T 40 L Y TFN-y 73
AP e 92 A0 TR 1Y) A A5 B ) ik B TILs 7 g
AR R B AZ AR T R4, 445 TILs 1 DI fE
[F] B R B AR 2 98 440 e MIHLC- T (%) 3R g
B 20 HE R e | (4) TR i A ]
IR HR T8 i AR, RIS i AR S ER AL Y e g D
ANFITH IR BP0 o 35 e BRASL fieb J8 4  RE sAH
KBl P A 5 11552 (damage-associated mo-
lecular pattern, DAMP) &5 7= Az “ Jg v 28 1 74
VLR BRSPS 77 e — S AL B O G . TR R
i B 2 T 3 o, £ a0 T 4 B T A0 L R T A
T RGBT RO, DT X R B SERA &
g &

TG TT T T Ak G0 2 A M 175 R S 98 I N
MR ST, A H 5 ICIs 7P ik B A 42 I T LAl . 7ER
I7 AN AT TR (8 FE /)N 4 i I 98 28 i PRl v
JE AN JE BRI ST R R T2 1 4R B A A 3]
K 66. 3%, HEEEAA WAL 17. 200, B&F /T
LRI (AR A AF3R 55. 6% , Tk A A7 5. 6
A, HAER T g 7 B A e 8] -4 R T O
ST 5 ICIs AT R G 1Y i L

ST S 1ICIs Bk G B A E 23, A
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SRR L A TRYT S R iR AR A
), #R T 2B WF R HEA TR S, A e e KRR &
FEPI RN IE AR 35  DAN R OB i R A . (AR
TR, O T7 IR AE A A TG W] s AT e 25 40
B b 96 AL TILs , e n ] SP- A5 JH: 4 9% 412 2F Fn s A
(X TILs W9 A VE L, 75 BEAF 58 & T iE— 25 1
3.3 ICls 5 #7477 B

PR YT I A O R IR YT AR
2, 3 b SR AL AR B, DT AR A R . BaR YT
A3 o 22 Bh ALt v o e A g I M A1 E VA i
Joi AR AR TSR BLAAR G e SN, S BN
Jiggg 9 28403 = (1) BRI TT AN RT3 5 g 4 e ™= A
ICD, 38 7] LATE i T4 DNA & 52 35 5 HA6 405, ki
W PR B N S S T T Rld N <
SR T bR A A A S B o (2) IR T A A R
N7 354 T i RS A7 ) e g 40 e - 0l B B 2 R 1
P R A AR v 25 11 70 (BH B R L E AR R AR
(AN , Bl 25 AR TRE 1 28 378 it e, DA T 34 5
Hog g i o (3) AT T BB (e 0 Ho % 40 i 1) 43
b o W58 s BRI AT A2 i CDATT 48 it 431k Ky
Thi, ¥ /> Treg 4 4346 , 3 42 #F DCs 4 B 1) 1%
S (4) FRIAYT I AT LA S A5 20 i %) i gRg A%
it WF 9 3 B O6E — A 4 2L I e /DS BRURE LR
41°CHIRYT , AT I PR & IR Fka A R i B
JHC, BT A1 R R 2 S e R A B i A R A
PRAUIPIIE , G X b 240 Je e 2 13

WA, FR T 40 R AE TR 5 B Ak B T A
PEWOE , 23 DRI PE IR A A PD-L1 S5 73 iy %
ik, IR e RN o BRI, IR YT IR A 1Cs,
A 5 R PR YT R e e A A S R R BN
T AR DRk 557 , IR R T LA L

Shi %557 ) FH 564450 fil 5 PD-1 BRBTER IR YT
g R g, af SR 2 W E A AL b e 0 D A 3R 3k I
11 N1 Y T v s RS A i
JL ) He A1) 2 4R T S T R A AP AR . Li
SRS FH R o 5 A A R 2 4 9 K RLER & PD-LL
PUURIATT I % 590 8 B0 M R4 B9 6 B A
iy 0 g 1, AR BGOSR 4 3% 41 CD4' T
BRI N 4 F, B R TP RO
3.4 ICIs 5 #f i & 7 R A

ik 24 i P A AR BR L b i AN A

B, FERE A R Z AORE . Z A L VEGE
DA K 145 A= i 2R 2 (angiopoietin-2, ANGPT2) [ 43
Wh L S SR AR A T T RE I A R A AR, e
Ik A AL AR 2 b5 G e I ) 1 TME 91 1
(1) A A 78 T 19 00765 T 355 g i) o 94 P )
T, AT BELAS 1 0L 8 T8 3 R G 5 A4 L g d2 i
(2) VEGF ATl DCs B, 755 T 4 M 5 v |, {1 i
Tregs (345 , 348 1 MDSCs 19 H 457 (3) ANG-
PT2 n] fig i B W 4 g 1a) M2 B 534k, JF IR IL-10 1Y
FeIR R, Wb A VEGE LA K ANGPT2
(44310 , 06 JC D) RE LS A 36 A=, mT A2 E ML B ge
iie. HRTEA 2P £ 2y 5 1C1s 57 ik
KA e g 1) 2 38, A 22 A i g A5 780 vp 2 BE B —
() 1CIs BT AR 3R 97 8 7 80 o0 48 8 i) Bt ok 988 1
FRUees! e I A A B2 BT PR R JE T ICLs HT
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