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Mechanism of tumor immune escape and treatment strategy
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UTAFER , A PD-1/PD-L1 F 2 A6 A s 410 1) 771 4 4K
M) G e TR I 3B W U S R IR T A% R AR T
I R B AT A KB B3 TRE 2 o, Wi 4 K32 a6 N
AT5 2 S ¥ I < U 10 N P R A R % 1 IR (tu-
mor immune escape) {f 4 & & A2 K e BT 4 /5 11
KR —, FeAUH o0 2%, 8 S B R R AR &
JiE M S &N 2 5, BE %z 0% AL
AT FHB L R AR SO BT X R s ik 3 (1)
B S A YR o7 SR 0 R B ik F JEAT 2708 , B AE R i
o RBEIRTT IR — 2 R R RS L

1 EMERE 5SS 5 RERIERIE

11 A9 R M) T A

Jif I8 FH 5 HT )5 (tumor associated antigen, TAA) [
PR AR OE T A0 M ) — AN LR 2%, SR, iR 4 i
W IE I — R A SUE GNP JFE 2RI I 2O KA H] T 4
I 8D 5 A DT S5 T AT A 28 2% 458 1) B A I A B A
BT, g 4 i R AT DUE I P A e R e SR e v )
77 A B S PUE Y. R TE R 1 T PR R
15 IR 4 S 14 BT (tumor specific antigen, TSA) 41
JiL, SEFP AR FE AR R T R R 2 AR S AR I
AB Gy A b R AR B eI AR B R R AR B R
7, T BPU R FAL R AR AR b e ) B R A 4R T
WEE T A S T B
12 MHCHT#XKE

MHC 73 7B A MR s KT 2 70 1, B & 2k
BN A 2 T80T 40 M J0 VR S0 5 T AE S 6T A i g
ClT i 39 22 1t B B9 ) b, b e 0 T 2>l o b i
MHC-I K IE , {37 B O 552 NK 40 i/ S s E"
PR JE MHC 3 1) 25038 2 i J8d %2 306 3% 1 22 AL 1)

MHC 73/ 7 5 KA b3 BT 2 DR A8 3 B 45
Py R B 0 ER T 2 W8 A% 2 O S 00 R 45 L A
Ve, & E SPUE I TA R 1 K TR EEH
JoRF R 78R A )R 1 LA S MHC-TJ8E [R] 3 S) v A
S0, WAk, R I o i B AR A 4R 4 L ) MHC-1
731 (W HLA-G) , #538F CTL F1 NK 40 i/ 5 ) 24 i,
S R I AR
1.3 M98 k& R ey L

I 98 201 it 366 R ) S o BRI I A 2 ) R 4
2R 41 AR PN 43T I8 R AR AR, N e iR B S
HIAED SRV 3 22 258 FL A SRV, T TAAVTSA.
MHC 75 7 A2 46 e A, iR 4 A 6 92 1 42 40 O
R 2 R AR A B IR R A e 2 R I R AR R S
Y0 N RASPI3K/AKT NK -«B %5 55 4H Jifd 18 4t 2%
IR G A5 5 308 B 1) 3 5, e 9 200 ko ot - 3 )
T4 F U a1 41 2 THT Fas 52 4R1 1R 0k 8k 41 i
JHT . R 4 38 8 I T P MICA/MICB 73 - b i
NK 20 #1235 417, v 30K 27 i 52 44 CD44 {2 it i Rg
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4.
1.4 #HFAH

#B A (heat shock protein, HSP) 15 43 T #F
18, 3B E A AT S R e 2 T 3RS IR 45, [N
I S B AN Jib 988 IR PR A 28 R i s ek A S AR
R, 5] Bt 52 e e 4 J 1) 169 5 L o34k 12 28 RN
U, B TR B, HSP AE & P Mo i iz M RIS,
308 s o] PR 4 P O T R R AR R ER A T
i 9eE fe e kiR

i 96 240 M E e R AL, AR T B S
925 JE It A ) S R 1 S A S P R G T A H AT
P 5 18R G 928 25 A% 5 3 38 I R TR e i AR e
TR, 20k T s il ] ] S 2 A4 L 1) T

2 MMEARERIMES S R E kiR AN

2.1 MFJEAE 5 F B R B AL K e BT 89 i
55 kg ik

iR 44 i PN A 5 0 % R S Rk AN [R] 1 4 e
BRI B A R 1 71 i 3% 5 8 SR A o R 803 ek 8 Ak
IR, 3K 8 580 A 0T — 7 T -5 R 4 i 3R T 2 A
A 5 BOF 40 A Y NK-kB MAPK . PI3K 255 S8 % , M
T R 2 356 R 2 08 Sk 4 T A g 1 2R K AR 2820 5 — T
M2 FEEA VA B RENR R, SRR A R
BORS I 7%, 3] S 4 M i Th g . JAK/STAT 1@
% B0 E S % o 3 kD AR, G L A2 STAT3
53 ¥ AMY AT LAY i TGF-BIL-6IL-10 A1 VEGF %541
i) PR 4 B R - (1 3R, 3 A 3k e 41 i B 1 BT I8
WeRH H S M. STAT3 4 T IEE #H] DC [k,
73 Treg 1) 54 , 15 3 S 2 M ) M TR 35502, [R) ) ik
) NK 405 R i A 5 1 R 1 A SR
T b8 4 B S % R IR BF TR B, TGE-B il i i
i NK 20 Jfd o FBP 1 2 A ) a2 28 SR 40 i) NK 48 B fr)
R T AE , 5 50 N4 6 7 e 3 Tl PR 5 o Ak TR TS 1R
B, NI S e ki . Ak, 78 2 FloR b 77 78
MAPK . NF-«B. PI3K/AKT LA & TLR-4 %5 i # 1) ¥4
T EATTSL ERRE T G T S0 M ERE T PR 5 ) 7 AR
AR,
22 PR T 09 R LR

AN UM R B Tl S T () 44T B 23 A 1 — T 22 T P
HRE A, B2 K Z AT 30~100 nm 2 [8] , &4 & H
JFFI RNA 55 2 Fh2H 53 o Jiyeg 248 RS T30 380 e Ak A 155
RSN R AL S B UK, B0 T 40 B 4
WU, 3 BE N S0 0% 20 M D e, B 45 R 1A FasL 2 ik
CDS" T YU T2, R IE 40 i K 1155 5 G 128 Pk 12

A 23 Ak, LA R U NK 41 i 7 NKG2D 52 44 , 41 il
NK 0L DI RER . BIF ST W, i e 40 B mT LA 23 ik
#5 PD-L1 NI AA , 3001 e oA S5 B4 A 1 24
CD8" T £ Jifl (1935 44 , 40 1) CD4" T 41 fifd 1) 44 5, b3
Treg 40 i ) G ZEAI ) D BE , T 1 NK 40 s NKG2D 1
FAL TN G B A » T 2 A it o e B
23 MR E AT R LR

i 96 40 e e — AR A SR R I B B
RE B 7 oK, BRI R A B g AR, 60 35 A SR I A 1
SFR ] 0 e ORIV R R L T SRR R B A
58 5 DA B A B I B RN 4y AR AR 4 . 3 A DA
Warburg 258 Ay = BHRFAE , B b8 41 it B4 72 S 7S
R FRI O0T AT 3 S DURE % At 1) 77 A e 2 0,
Az FLERP™, i FL IR AT LR GE W 5 R Y 7 A2 AT CD44
BRI, T bR B 7% [ I DR PR A SR I A P i
S a S TR ) 9 Tl A 5, 2 411 1) i 2 4T D ) I
WACHIA T YU RE . MR 40 P 5l vy 3 08 Mg W Ji
2, 3 XN % % (indoleamine 2,3-dioxygenase, IDO) Fll
BRI 2, 3- 0 — % i (tryptophan 2, 3-dioxygenase,
TDO) /i3 T 40 i (0 2 BR AR , M3 (0 S BRI A8 N R R
RN SR W, (IR R 5 = R R PR R AR
P HERR IS 240 RS T A0 A D RECS . hyRg 4
i JIEL ] e S A 7 A DK B ) P ST ] A I
EAME NI, 5 X 5244 (liver X receptor, LXR) 45
B WOE B LXR A5 58 B B S sl 1 R, BERE IR
5553 VP O 400 i PR 45 B R 7, S0 I o) 44 B % 4 i Th7
() AN AL, FHEA ) DC R K IE Y, 380 T 4
TG AT P I
2.4 IPIE ARk At BLAR IR H) FIR e e R

TR 1 TCRAR MR PR A1, i i
2 i A v O AR SR A Y I AUE S PR 3
T ) A AT ) SR AR LA SR S R IE A T
T 0 2 A G A R A A B A T BRI
JEE P B 2 N5 T 3 SSCFR) 453405 5 AEL 2 e 28 40 L 400 3 ik
FIE A N 5 B G, W0 S g% 20 D oA 4100 ) 4 5
S A o) P A T R, D) 2 4 B T P B A
G PN IR T, AT e S 2 FR 8 ) AN e e
20 3@ i %35 PD-L1 73 1, 5 APC.NK AT CD8" T 4l
JLZ T ) PD-1 45 &, 400 1) 70 J5 P 22 52 A0 28801 248 i )
Braete HopdH WL 40 P2 32 A8 i CTLA-4 bk 2 2
7% 16 2 A 3 (lymphocyte activation gene 3, LAG-3) .
T 40 i 4 9% BR & 1 3 (T cell immunoglobulin 3, TIM -
3) T 40 M % 2 BR AR (R ITIM 45 #3808 1 (T cell im-
munoglobulin and ITIM domain, TIGHT) %% , 43 Al 47 1E
T A G 2 T T A A A B AT B A VA S AL
D9 96 4 L 26 TR 8 % 5 M AL ) 4 FH B Y
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Jif 28 240 0 368 3o 2 b AL o) e 2 s SR 1P D e B 41D
HIVERCA ST 28, SECT SR R A . R
I TR Tl 85t 2 5 3 R TR PR BE JRE 5 20K T 9 RS e

3 PR R (R B L B S R ik i%

3.1 MBAR R R i A b Sy kit

() 70 o1 40 2 — Fh 22 e T4, AR D e
TP 55 11 B B A P 4, E b B At iR rh Rk O e g
FHIC AT 4E 40 A9 (cancer associated fibroblasts, CAF) .
CAF = ZL38 i 43 W 410 1) 14 40 - T 4% B 5 2, T
IDO. — %M A &l 2. 45 2 B2 1 (arginase, ARG) . IfiL
21 2 N4 < 5T &) iR & E2 (prostaglandin E2, PGE2) .
TGF. i 41 }fo 4 & A -F (hepatocyte growth factor,
HGF) R A1 IL-10 5 , 1] 22 b 2508 bk B 40 6 2
RE , F 0T g B R0 5 A% 5 [R] I I8 BB 5 - Treg (1)
FEAE . SRR TSR B, CAF AR =4 — R4 R4
i1 77, W TGE-B, & BEA (e s R 12 J | A7 4701
e IR .
3.2 #MARE B IR IL AR

i g AL 43 g I 8 A= RGBT I VEGF 1)K B
A, — J7 T IS B R 0E NF-«B 38 5 1] DC R
AL, 5y — 7 T 3 BUMOE 8 & R H D RE R
VAR, S I LA 43 AT AN Ee ELRH AR P Rz 41 B ) 40
GER oy A S BN REVE 240, IV I8 E G
(7] F e AH O PR B 20 i 2 32 4 B 8 B 2 KRG
5 B G P 2 Rk N MR 2L RS2 BEEY, AT A2, AR
KA TR R MIASE, INEE 1 R RO 45 IR R
R PR ] S B A L) — R B DhRE . RIS, X Fh
AR AR WA 2 7 MR R . (KA 2
e 3t G 2 F0 ) P 48 B 4o MDSC - g AH 9% 0 4 iy
(tumor-associated macrophage, TAM) LA J& Treg 1] %
£, [ I 3K S 441 ff A1, 45 43 s VEGF . TGF-B . IL-10 %54
955 0 of1) DAL - e O/ A s, T o R O A e
AR, AR AEGE W5 5 R 48 PD-L 1 55 S 0% o 25 R 70
T F L, K i TAM.MDSC Al Treg I CTLA-
4.TIM-3.PD-L1 {J3&3& , 8 36F T 28 il Al NK 40 /i £ 5
A
33 kIR mie At 5t g KR A kIR ik

o, 95 41 Mo 0 4 [ A G 9% 4 B RN & B G 9% 4i
Mo 3 G A B HE T 405 B 4i g, o — 2%
P E B % [ B T AR N Treg 400, & —Fh 4
P2 JUR VA L, 72 R RO S R B AEAE . Treg ZHiML
T I 22 AL ) T 48 6 003 AL A S B, a4 APC
1M [ MHC 437 F1 3L 51 #0537 (CD80 A1 CD86) 2k
i APC Fs 2, AT ek 55 APC 5 T 4 i 2 18] f) #H B

B FHWSY; i i 43 Wb 25 FL 2% A0 RORE I % 45 T 48 i A
APC ;i 1 3 WA ) 14 248 EXT -5~ (40 TGF-BIL-10.IL-
350 FHH FE yo 4 M R SR A1) T 24H P P ¥ Ao R 3 i
%o 5 Treg 40 a5 8L, i 715 ¥4 B 48 Jfd (regulatory B
cell, Breg) #2& 1/ 4F >k & L (1) B A 1 15 %0 9% T RE ¥ B 4
FNERE , & AN BE % 4 RF B 1) G0 5 I 52, 4119 21
PEE B 0% R G 28 980 OB 5 3 B I R AT 4 A
Jo7 CAr TL- 10D 0 T 280 e 1) e I g i 12, I ik T 4
JH0 1] Treg & i % 4011, [R] ik ] DAJa ik 08 e 2 #f
PES> 740 PD-L1 $07] T 40 M Th REN, R TR g 11 4
32 1 36 Hh RS B B LA

[ G 9% 20 i A — 2R3 B B % I LI
41 MDSC, ‘B AT 3 [F) 4 A1E A2 18 2R AR U R R
SR 25 4 T 4H 9 B8 17, 7 S i A5 1 e
W KB AEAE . MDSC B 7 A= 2 301 A C
7AW I P SR TR AR D A P28 40 ) 2 4 PR 1
TGF-BIL-10) - % 3% 35 14 f (ARG IDO . 2 L L)
o 3| P PGE2 S 30 T 4 M Dy 5.

NK 4 5 A 1R 38 R 4 i 2% 4 35 1, AN 75 22 MHC
B B AT A5 R Al . B R BE R IA T
41 52 A M AR IR NK 41 B 52 44k (1) 241 i SI7 3 FR S NKT
YH. NKT 4085 AR . T B NKTGNKT) A B
AR B TFN -y IL-4 5553 1, i Th2 B4 48 i 53 4k
AR G2 PR AR FE 5 11 28 NKT 40 B B AT G % 41 1
TER o o — Pl FAE B A B S e R8T A
G 2 RIE I 2 2 10 (16 200 B S T 4 L, 8 e 98 ik
IREE A, NK 20 INKT 20 yS T 20 e vt 1 4R 52 2
) JHRT i S 11 B NKCT 40 e A A%, Hoi i 7 4= 1L-
13, — 75 i FE MDSC 7E MR oA S5 1 588, — 7
TS STAT6 i 2 , 1| CD8" T 41 g Wy g™,

DC 73 N ¥ A FE DC (plasmacytoid DC, pDC) Al
£ 45 DC (conventional DC, ¢cDC) P #%, pDC A] A
T Toll £ 82 4R 43 W s KT 1 T B TFN, (H R ik 22
(RS 2R B, pDC 75 i I8 T 53 T B 1k 4 i
1718 TGF-B~IDO %5 % % 1 i1l 5 7, 5 5 Treg 4Hi L
IR, RIS WA UKL ] CD4' T 41 4™ 1554,

FH -5 7% ¥ K 7 1 (colony stimulating factor 1,
CSF-1).VEGF J R 2t ath K7 EF , TAM K &2
TELTE e 98 JE) FLY e 7 R B g ) e T, TAM R i
& JRE AN, Wy P /48 P (1A JIL-6 AT IL-1B, iX 4k
W SR A R 5 1 1 980 e AR e I o e AR
VEGF . EGF Fl MMP 254 Ifil 5 A= 15 [ 7 , 388 in i Jgg 11
I8 A R AR B R 4R 22 RN EE RS9, ik oh , TAM i
#JA PD-L1.ARGI.PGE2 1 TGF-B, il T 4 i /) bt
JiEg e w20, g HL i e ik CCL22 fa b e 1, fi itk
Treg At A,
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T T2 B, o PR 1 B L A A 49 e Rg )
P HTE R S Ak AR KRR RS L I A R B 92 10 1
LRI EEAEA . W A s A ARG T
2 185 5 % v S e HLOL A g o bk 4 i R
ST RERE H 140,35 IFN-y 76 A 19 T 40 J i 40 4>
T [RIINF, AP L 0 3 A 7 A v e 4 i e R
I AN PGE2 , {1 F I8 20 i Ry 35 5054, gk ob, ik
LT B 7 Ji 83 5 7% rp S 25 SR AE T, i i 7R A 4
10 A R 7 < HGF 2547 J5 386 0 firk 8 40 A 3 £8 A0
2RIERE ST, BEMRAN AN L 5T, DT (2 38 e 1 s )

Ji R G 92 6 36 (R AL ) 2 R 2% L BTG RR e AT
BEAT T TR S 88 T V20T A SR AR A M7 V2 K e
IR H R IR T ROR, 52 2 AR 2 1) 5%
Eo

4 SXMVEEMRE 555 % RENH AT R

4.1 CAR-TJ7 %

it 988 440 o 3 3t 24 MHC 43~ [ 3k ] T 41 i
HWE T S B kiR . CAR-TAE A —FhHr %
Yo IR IT J7 15, [ INF 38 4 1 il e 24 B S 2 R SR M L
JiR 8852 MHC 43 B (10 PR 85 . el o 2 R A 1Y)
TF-Be, DL TAA NBEHUJE, A6 REARR 7 M 1R ) BT i ) 3
o BE U 1) BE A AR X (seFv) IR TE T 4 iR 1 , 7]
B scFv it 28 i X 5 N T 1H 1 T 40 B i o i 3& 4L
WTEAE S IARE . XAE 5 FE PR S FE TR
(R e RO 5 T 40 D REAH 45 &, r AR e e 1R 1)
FAVER . H T, A CAR-T #2[7) B 41l % 1 CD19
Sy TIRYT B A IR, JCH R SR Ik EL 4 i 1 1T
J5i Cacute lymphocytic leukemia, ALL) [ J1 Tl ifs I i3t
50 #RZ I HH 4 N B0 GRIRZI R i R R, F AL 75
2 R 1B R ) PR S 3t A B A T

CAR-TITIEIRIT I, tH T4 M R BT ER B AIE
JIt 0L 2850 82 N e e i R £ AR AN RSO, 280
R0, 46K 2 403 vl ol 4% . BT IR SR E T
oy E IR T e B K R, JR A PR — 22
B R R CAR-T 40 i 5 BUk b #7221 ah , 1X
P 0 AT LLJE s i A P IR B4 AR ) £ Rk
TOUI 5 AT A2 I 347 P O i B A P R A s o —
T 30% ) B £ B I CD19 B4 b e 240 1 1)
B, Gl ] P I A R0 3K — e B A 1% A R — 2
BIE 5T 77 1), I A R A T R L, IL-3 32 AR o B
(CD123)7E Z Ff ML R G0 g vh R0k, B4 Stk
B 14 40 i [ 1195 Cacute myeloid leukemia, AML) « £
eSS AEFCN R &I, #E CAR-TIRYY
ALL A /> 8 1) CD19 I YE4Rfa Ml CAR-T V697 5 &2
KA CD19 B 40 i 0 3% i #8F CD123 #3854, I H.

UESZHEA CAR-T-123 A1 CAR-T-19 ¥&97 7] DL S i 1
CD 19 ERMSHMMALL E k. HEH, 2 WA H
CAR-T-123 V77 5 R BOME TR T AML %5 8 1 AR
UOTEAEEAT o BAL, SOBTIE ST R B, CAR-T T
TEAFTE 51N CAR-J 40 (1 AU , T R AT B 2 43 15 1)
T 2 i A~ 20 5 Jid #8080 5 B0 CAR 3¢ 31 7 HoAth 1) 7
AU, — HOCAR-J 40 H 3 N\ A P 5 5 98 40 H 3% 0K 11
CAR 541 a7 CD19 454, FH44 T CAR-T X} ¥
S ML )R 0 e 2% SORE R ) 4 B K S L
I A B AL . R, CAR-T 40 it il 4% F AR (R AR Ak 4T
& H il 5 B R ) 8
42 NK @3k

INK 4 i AS 4436 e 98 Bt Js F0 MHC 43 -0 11
R SRR IR R A AR A G W DA At o) e 8 &4 i 4
925 J5 1A E5O T A 55 e 2 1 3R 11 1 L, [ B NI 40
197V 5 CAR-T J7 B AH LA HOMUER AR 34 . NK 28
AT B MHC 43 FRHMT PR 2, AT B PR
T AT DUAEAS 5] A 2 M 90 P 1 9 (graft versus host
disease, GVHD) J M. [ 175 &5t 7= AE B 208 .
Ab, S5HET T AR 5 45 FAH B, NK G697 77
BE T 2R 3F O B St , I ELYA T TV £ i R) T A 7
DAL S ) FH N 4 3247 I8 G 2 96 7 TR 7 R o ik
ZF A E P E AL H AT BANK 2 A 5 A ) i
VAT BIIR PR 7745, B0 HE 40 B IR -1~ A 5 1) NI 4T i 1)
WAL AR B R NK 20 3 4k 3 7 . CAR L [R 1&
T 49 NK 20 A0 A7 NK 48 i i) i 4k 568, b P T
YR LR IR, 75 96 I /N 4t i s 445 B s Y
9 FUE S SR R T O T A BRI A,

5 ST3T BRI LA AR RL 2 A RER S AL BRI SR

5.1 APt R E AR —— KRR

FIACEHLE A BT F-4RI6 7 #E . DAIH [ AR
1], fieh 96 240 1 v 7K P R P O T DA A2 B B ) e AR
R R, AL v PR 3 20 L ] P 7K P 2 0 4 i AR B
PEAE R 5 DRT 0 vk e 200 6 R P TS5 2l e A - L[ T s i
H:#21 1 (acyl coenzyme A-cholesterol acyltransferase,
ACAT 1)K HH [i] 195 6 £ o JEL 5] 95 B 1) 7 sA A
%7 4ii (avasimibe) {F iy ACAT1 #il51) , BT LAH0 il fiE
] e A, i v e T8 200 oL 2 240 L P e 59 L ] e
FR) 2 B, BRS040 L ) B IR AE L
R T 952 200 R g T IR ] e st = 7T 3 ) B 9 0 o
ARAS S PR AT DAVE A I gg v6 97 (B B i)
5.2 AFTAYIE e & R Ap ) PEBUAR I A R e T A
iR £ i 2k 4 ) 1 FC A 55 CTL R I 32 K 45 &
J& » WOE A A A SOE R A T 4E BT RE
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L) P AR S 70 BEL W I — S 5% , B AT A ot T 40 it 11
] . Hdt CTLA-4.PD-1/PD-L1 P53 % 400 1 751
o 5 42 3% 5 FDA ##E F T8 7 AR AE /b di i
i 5 PR 5 (E A R R T B R PR 4 B B>
00 o) 7] B 5 i R 0 R AN 4k R VT 24, TR b R
BURCA UL ST B IR TR S B
it SR X — ) B, H BT AR 2 (0T bR S A
F5 IR 9848 471 4nf (tumor mutation burden, TMB) .1l T2
2 15 R 5E (microsatellite instability-high, MSI-H)
S IC 42 & B [#5 (deficient mismatch repair, IMMR)
LA S RABMHHIUREA K. FriEsE, 1
BOE LA S RGN v RePEt el = . PD-1 #
7] 1 {8 F1) Bk BT (pembrolizumab) £ 4% 35 [ FDA it
78 F T MSI-H 5§, dAMMR 1) SEAR SR B, 32 B IRAS
% F8 g8 AL, A LA ) bR B AT IR BEIIR T
TMB X3 Ji 8 525 (K] 4w A 40 i 588 B i, F 920k
B, TMB #55; , PD-1/PD-L1 3697 W97 Rtk 4 . 7F
CheckMate-026 LA fz CheckMate-227 Il FRAF 52077780,
15 TMB 4 #0832 7~ H B AL I I PR 28R BTtk Al /41
JifiJeE NCCN $5 5 05 TMB 1E v /N4 o fii e 25 3 4%
Z IR TT HEE R I 75 v

N TR R T AR, H HT £ WL PD-1/
PD-L1 J3E Al B & VA 7 WIS IE R AT, Bk &
PD-1 #7159 1097 B K U R P B R e B
1A PD-1 475 . CTLA-4 #0177 Ak 7 VA 77 AR /N
Ji e 6 S, R R R A IR BCRT. BE
2 R 7 B AR R AN Wi K e, A4 471 0 32 SHE 7 34 B8 1
Tl RASH DU 1) o A M T VA AR AT HERE . A
FLEE RN, BE PD-1 4015 40 i R IL-2 DL &
T 355 20 T 3 AT A T T G A 7L e A, Sy e
R RIEIRTT N — B KRR EA 7 W) . IDOT B 77
55 PD-L1 401 7501 HR 42 B0 18 B B Jed A 500 T 4
Ji g F A B SR AT VR TT  (E & B AT AE B AL 4
ANTE) 9 2 B FH VG 7 B U v B 2R 7 T A PR
I3 T RN AR S b TR I R 00 S5 7 2 e, Jis R ]
RE A2 IDO P45 55 (14 753 B2 IDO1 B £ 44 , S 2Uhhg
Y1 g 3 11 5+ 4k TDO A1/8) IDO2 25 Ho Al 11 8 A ML o
EAT AEE 00 T B 32 A A B D00 440 ) 205 SR 07 3 o o A BV
TS ] JEATY AR A 0

G0 UAA A R LR S g G 5 VA T I EE R A
T T2 T, i Jed 40 LA A i A 1 7 X 38 ik PD-LT,
HA TN PD-1 67 RSN o fEN &
o YRIT RTE IR A AR PD-L1 /K 8%, $L PD-1 V87T
3~6 JE 5 » BEEH AN AR PD-L1 (1)K F 5535 38
T ETE N & R B0 A BL B %, 5L IR AT RE 59697 11
AR PD-L1 X S e Thae i sI AR BE A G . mi/KF

(AR PD-L1 AT LUK T 4H i “ 3235 ” , 1 A G i Bt
PD-1 Y477 B HT G Ak, T 7E R (1) 538, Zh A4 PD-
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