ipE@RA PD-L1 fERMEXIARHE

R WLRESIMEE N KRH L FXA L BAR Tk
(L W77 ER R S AE M HOR =208 7R T 5105155 2. M7 BE R R 23Rl R4 Be )™ R
I 510515)

OB RPYEAAE T E A 1(PD-1) KRR PD-L1 R A e K A R 1 R A0 A
L/ PD-L1 5 T 408 1 # PD-1 25 45 LAk b 6 i Wi A o $2171 PD-L1/PD-1 B G Re T ik 7 22 Fi i
T AT TR s T S e AR AR A R — O R S TR AR, BRI g
W], PD-L1 AT (o o A0 M, R 4 3 A S e K 2 a5 DI RE L )HZ 25 o A0 ML EY) 22 B Ak
B ATCEEE T MR AT PD-LL VR R A G TE HE 2 , I PD-L1 i P 5 (67 ) 9 2, L B i
W PD-L1 5 DNA {42 52 400 A v A0 0R T R 6 B2 9 6 & L1381 IS PD-L1 5 il
A R R G R S A4 T R LY PD-L1 i SRS U ik O B ) PD-LI RESE R YT 4R
HERBE

KSR A PD-L1; 400 A DNA 05185 5 i ¥ 5%
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Research Progress on Roles of Intracellular PD-L1 in

Tumor Cells
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(1. School of Laboratory Medicine and Biotechnology, Southern Medical University, Guangzhou
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Abstract: Programmed cell death protein 1 (PD-1) and its ligand PD-L1 are important immune
checkpoint proteins. In tumor cells, PD-L1 is mainly located on cell membranes, which binds to
PD-1 on T cells to evade immune surveillance. Immunotherapies targeting PD-L1/PD-1 have shown
significant results in the treatment of various tumors, but unfortunately, only a subset of patients
have achieved a consistent response. Latest studies have shown that PD-L1 can be also localized in
tumor cells (intracellular PD-L1), playing a non-immune checkpoint function, and involving in
various malignant phenotypes of tumor cells. This paper reviews the research progress on the role
of intracellular PD-L1(intra-PD-L1) in tumor cells; discusses the relationship between intra-PD-L1
and the malignant phenotype of tumor cells, focusing on the regulation of intracellular localization
of PD-L1, the relationship of intra-PD-L1 with DNA damage repair, autophagy, apoptosis and tu-
mor metastasis, as well as the strategy of targeting intra-PD-L1 for clinical cancer treatment.

Key words: intracellular PD-L1; autophagy; DNA damage repair; tumor metastasis
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I 4

JEHY S T () 2 40 1] L 4 PD-L1 SRS J7 3% 1Y

WHoE I
1 PD-L1 BN E L & Hif#E
I AF 5 2 B, PD-L1 5% 5 457 T il 98 240 g fi&5 LA
Gb IRA 4 AR MR I E A, B 4% PD-L1(nPD-
L1). 4 }fd it PD-L1(cPD-L1) . 7] ¥ ¥ PD-L1(sPD-L1)
A 40 g 41 % 0 PD-LI(EV PD-L1) "(Figure 1), iX &
AN TR 40 M RE S Y PD-L1 & 4% 25 AF 5 58 K 2 o il 3L
T RE , P2 JF R G ERR L LeAn , nPD-L1 AT 4E 2 3
[l S PR F- A SE R e 53 T2 2 5 R0 PR 2
et R, ePD-L1 nf L5 mRNA 454 LUl 45 e
P, g sR DNA #5455 A0 G L B Y RNA B2 1, T
W TF U TEAI 41, sPD-L1 1 EV PD-L1 AJ
T T b B 4 A T AL, O A 5 bR T A R Ak T G
P>, ARSOKE e BMA PD-L1 (nPD-L1 ,cPD-L1)
(R S 9 1

Jf1 1y PD-L1 (nPD-L1 .cPD-L1) A] iy g i PD-L1
DA AT i TR, 120 A ol = A A A AR
M 1 A 5¢ 2 11 (huntingtin-interacting-protein-1-re-
lated protein, HIP1R) /"5, -3 | PD-L1 Z Btfb 1y

il i A fF 9 . 2 Importin-al 5 PD-L1 #8H C
A i bR L BEAL ) Lys263 145 & i # PD-L1 5
A A%

MZ, ik HDAC2 125 b xF PD-L1 #E47 %
24k ff PD-L1 88955 HIPIR F5% 4 2 (4 AH BAE
FH CAEAT AT 28 1005 200 i 4 2 AR A T 2R AT
N 5, e 2458 2 Importin-al §% 32 2 41 i A% 4
(Figure 1) BRI ZAM | 2 705 A7 7 H Al 1 458 3 26 K L
3 B A0, N PD-L1(nPD-L1 .¢PD-L1) f R E B T
K B MEREN A7 28, 2 A5 A AR AR 1 8 AR

Wit

2 BaW PD-L1 1ER KR E S FHLE

2.1 Fai PD-L1 5 DNA #5188
i 4 PD-L1 ] LA 4% & I £ & DNA 48 3 J2 hir
(DNA damage response , DDR ) #H 3¢5 [F ) mRNA , DA
fie it DNA i85 . 0T 5E R W i iy PD-L1 AJ
P55 AT EER B 43 4 (EXOSC4 ) A AR5 g 44 1 43 10
(EX0SC10) &4 PE45 4 DNA &5 T BRCAT #il
NBSI ) mRNA, }i 5% mRNA (988 P, D4 25 41
L%t F DDR BYHEHTRE I (Figure 2), X455 mRNA

(4 RE 7 T AR 5 1 J2 PD-L1 1) 4 i P8 85 R 6, T AN 4K

PR, PD-L1 4 Z Bkl T 8 5
PD-L1 5 HIPIR %54, #kimi i
FEHNA LR, PD-L1 I8BT4
¥ 38 C oK i B9 Lys263 1] #
p300 LTt Wl LA, LTt
1k J5 19 PD-L1 K ¢ 5 HIPIR
G, A WAL Lys263 1]
5 HIPIR 5 5 M A B AE R,
g i rh s R IR E R L

WEAL T 2(HDAC2) fif Lys263 %

WAL, DA i Lys263 5 PD-L1 L1
HIPIR 5 P 4510 3t — 2 B T (e
N PRI Cleaved ' Secreted o
58 B HIPIR -5 1 2 2 11 - A Exosome
// \
B2 (AP2B1) #HHAEH ,AP2B1 Monomeric/"’/" /87 \
3 WS SR D/E-X-X-L- shed form /‘ /ii?'/ Mono.meri.c \ Microvesicles
and dimeric \

L/1 U] HIPIR 45 PD-L1 A
HFY N E R PD-L1 5 Vimentin
Fl Keratins 55 4fl Jfl H 42 & 1 AH
HAEMIF AT ez, H AR

(7
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Endocytosis .
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\/ nPD-L1)
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Figure 1 PD-L1 localization in tumor cell""*!
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T PD-L1/PD-1 454, & — Rl 57 T S e 5 1
Uige. [ IZE5 8060 T mRNA B M S5 4
£ PD-L1 MR —3%, 5 5h  ME& I8 K IAE ML PD-
L1 ZAWALA 400 = b, 40 HeLa F1 A549 401, &
i1 PD-L1 7K 2 DL 37 40 1l 42 32 DNA 19 46
i, T LATRI 4 S W40 L PD-L1 78 DNA (%3 453 1&
E R T HEEWMEN " EAERRE, RT
DDR A JCHEH A1 /E 3 0 W52 2 i P9 PD-1L1 5 41 ifg
S AR A SRORIVER 11 O A8 o A R E A I
mRNA F2E VAT — @A OCHE X 478 SN PD-L1
A AT RE S 5 3k S 20 i = R 1 R4 (EAR IR ADESR .

PD-L1 i ik B2 —Fhr] L2 5 [ 5 5 41 1) 2R
"2 BARD1 J& BRCA1 #iEf LR AH EAE &, 1M
PD-L1 7] DL it 5 BARDI #H B /E Ik #55 BRCAL
(IR ENL, MWL HE BRCAT A5 (19 [A] 5 5 40 DNA
154, {H PD-L1 5 BARDI1 BYAH AR FHHLE 1% A

R, ATRES PD-L1 M (L REAE 4 ] BRCA1-
BARDI My #% i iy, =40 Ml PD-L1 BE6% 12 i BR-
CA1-BARD1 Wiz A, Pl # %Kik PD-L1 fig

{23F BRCA1-BARD1 L E GG, MIifE Yy
@ 145 B BRCA1 7E DNA W7 24037 55 B {4t 1 45 0%
(Figure 2), 53 4b , A WF5E4IE PD-L1 i& A] DL i 75 4
0 AN [ F) ML ) £ 47 98 400 i 4 2% DNA #5401 5 1Y)
AMISET . H— PD-L1 0] LIF0 il DNA #4515 %19
THEER-1 (IFN-1) H2VERN, SRR 376 20 il 56 52
DNA #4453 F i 458 1T~ H =, IRDS(IFN-related
DNA damage resistance signature ) j&— 41 7£ £5 F 2 7l
198 A Hh o B R RS BN, 5 A i 2 A
X, PD-L1 i & 445 IFN L (1) 25 GMPAMP 4 1% i
3 F (eyclic GMPAMP synthase-stimulator of the
IFN genes,cGAS-STING ) i [ (1) 35 6 {5 15 2H 51k i
IFN-B %3k, i i S IRDS 0 &K PRk, LR

N/ BrCA1mRNA

NBS1 mRNA
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Figure 2 The functions and underlying molecular pathway of intracellular PD-L1
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S 20 BT DNA 53405 i Hk B s 1

AR, AR AIM N PD-L1 ] DL
DDR, Jzid & ,DNA $iJ; K V- #1 DDR ] LA | 4
PD-L1 {15100 {5l 4, B S g 19 401k DNA 95
AR R — Rl AE DNA $i 0508 2K, AR BE 38 Jin 2> iff
Jisgg v PD-L1 1) 2 3kt il 22 38 im0 (R 30 42 1 AL
il W N T8 AT AE L AL, 25 T S DNA it
Bl b E b 40 PD-L1 BY k7, FE B MRS
9, TRE AN 0 S0 B DNA BUsE W7 24 /1 4k
FW -1 AR LIS PD-L1 35k LR ie,
G AL T e DNA OUBE B 4 % 1 I 45
Wi ATM/ATR-Chk1 {55l #F 1M 5% W9 JAK1/2-
STATI/3-IRF1 i&4, %S PD-L1 #ik L, (HE
Chk 1 W faf 806 71 i DX 348 1 AN T 48 59 (Figure 2)

Zi I DNA By 45 0318 &2 23 0% PD-L1 K3k 1M
PD-L1 X n] i ok 42 55 DNA 18 =2 o4 /9 Fa e 1 9F
it Z P DNA Judhifise J1 . X i8] PD-L1
XFF DNA (9353453 18 52 47 16 1 [l VR F B A nT DL A
ikl DDR A IR B BE A 5T PD-L1 B9 259, LAk %)
SELF (R i 20O Al AR B Fi e 7 R AR SR I
76 18 F FDA It i 9 DNA 1& & % 11 PARP [poly
(ADP) ribose polymerase ] #1ll #l 77 B4 H7 71 JE (olaparib)
o, Chk1 (checkpoint kinase 1) i 5 3% H5 V> 8 Je
(prexasertib), FFHEHHT PD-L1 Hri& K PD-L1 BHL K
IRIT IR, /0N B /DN i fi i 28 0 R 26 K AE 2% ST Y
PIITEOEETE S
2.2 FR PD-L1 5AMBT

AW S, M PD-L1 ELA 4R E 40 i T 10
YERT, NS5 dss di il Jia 2 5 BRAFV60OE nJ L)
HI5E c-JUN 1 YAP {936 4 , 48 J5 8 i MAPK {5 %518
#% L8 PD-L1 (9335, #E 15 S BIM \BIK ik, LA
SEALIT S RN T, 1 PD-L1 A9 S e mT LA i
BIM F1 BIK, 4% Z R o 25 90175 5 00 40 B 0 1~ 2225
HNRNPL (heterogeneous nuclear ribonucleoprotein 1.)
1 PD-L1 (87K ¥ MEAH ¢, T4 HNRNPL &4t PD-
L1 (%36 97 #8 o] 30 i 45 B M %% (colorectal cancer,
CRC) 358 , HAL #E CRC B9 40 ML 1, (E H Ay AL
il 0 AAIF 5 A 25 A & Ll 24 4 -B AT LA 2o i R
614 1) PD-L1-NLRP3 {5 5 #%, T4 PD-L1 (9%
KW A T 24 19 1 9 40 A P il NLRP3 A S92
f gl 124
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bR T R S T AR RLAR ML PD-LL if
A A A0 R T B VE T AR IR R IE R RN B
CRC 20 s & " 19 PD-L1 v LAHE BT 45 F 40 it 57 14 24
WS T, DI A a2 g 48 7 4 5 1 LT
JE A7 2

AR B PD-L1 23K 7K~ (T 3 AR ) Fi A [F]
SR i Jed 20 B, %o T 0 T ) BB AR AR A AN AR TR D
K AT RS2 PD-L1 97K - e A% 18 A 8 AN A ] 5%
A FH A ) 38 AR 26 i 3O AN [A] . ES3IEBH , 7€ PD-
L1 AR AE IS, S0 MR /0 200 JH it 962 0 bk 2 983 40
BT ARYT 15 S 0 8 T B B R I R RE 5 MifE A
SilpfE A N RKO /NEL B16F10 2 {0 2298 20 Jifd Al
/B MC38 45 i 9 20 i vb D) 55 B4 77 PD-L1 1 4 1 45
YET A BT HhTae 5=,

2.3 FR PD-L1 54B0 Q1

I I 2 S R B Y — A A SR, AR SR
FICT , 4n DNA 56 VB SR = B B ML
SENE LT e 20 6 ) 1 W 2 B TG DA X R AR
HEAAE R BEFE B, MY PD-L1 5 B Jes 40 it 1 i
AIAHE A, MY PD-L1 ] 4000 B el A R
R A0 F W AT R PD-L1 (1)K
2.3.1 A PD-L1E3E A%

LIS, M PD-L1 5 i ysd 40 i Y 1 i
AHOG (A B A &, MY PD-L1 X AS [R] i 73 40 A
B A WEA & AN E R, Zhang 55 2 0F 58 &I,
PD-L1 i 55 2 100 1) i I 98 400 Jb e LAk R 8 %) 1 e
Ui, VLB PD-L1 2 i ifF 165 e ds 4 M 1 A e . TC A
18, Gao 2 HF 58 & B PD-L1 th nl {1 1F B 5 58 41
MRy E g, AU EIEES S AR Y A OG5
¥ Beclin-1 {95235, PD-L1 i£ 7] DL i 38 i ATG13
(1223815 SR 4l M [ W™, {2 78 Chen 461
FIWFSE Y, & B PD-L1 AT DL ad 5 AKT 4545
AR A JFLJRAE ke A o) e TR A L 1 L A RIS AE
XoF /N BP0 2R A P B0 9 A L ) F 5 v U 2 )
T PD-L1 49 @ Wil b SRR 36 % I oK oF
(1) PD-L1 ] 5 350N B S5 9 20 M A 0 A0 X 1 w4 o
FI AR RS I B NMER 1, LN PD-L1 X T H
Wk 1 5% M L0 ~F- 5 2 e o S 1

KTHLER T st K2 8dRkiE R R R T
FHROFSE, WEWA T PD-L1 2> 52 b R 40 i 9 A
Wi, A EEERA BIHLEI S K& BE PD-L1 X e 4 il



W (19 52 W) AT GE 5 5L 2L 3 B% 54>+ W AKT .mTOR |
ATG A 56 B H v 58 Sy HARAIL R /9 A1 5 5 1 ik )
D PD-L1 2 Qi An] 52 i 3 6 8 B 5o 1 ek
A5 H R BT W AR OE . ER TR RS A
PD-1.1 ] 38 2 A 7] i BIL I XT 7™ A A ) 58 [ 7
S (I SAe Bk F R ) o {22, PD-L1 X A W& 2k
PR TR HILE] , 58 58 278 A0 M s S b | 3 Sk S 5
FLAA] LA A B AEAE T — N i i AT 2
232 @v%iA¥ PD-L1 & ik

0 M0 1 Wt W] R4 PD-L1 23k, H A R B 5E Y
G AN — BB, A Tsai S RF 5P 55 b
YA M A WK T 5 PD-L1 263K 2 5AH ¢ BIIR [ 1S
PE 0% I ed 240 i 3R 90 1 T Y PD-LL 3Rk, 2t
Y SLBH T I W AT 2 0% ERK-JNK-c-Jun {55,
[F] B 30 i) miR-34a (T $E 1) PD-L1 mRNA 410 il H: 50
PR R e 2 bR B e e 4 i b PD-L1 3R A
Wang % 378 %t 5 g 19 0F 5 b & B, g AT D ik
p62/SQSTM1-NF-«B i #9415 15 % 4f ig b PD-L1 )
A (Figure 2), Hl o 25 22 5 RNA 48009 Jr 40
il AW, w7 LA S PD-L1 A9 23K, 00 25 9 0G A I
MIREAR T PD-L1 (383K o ARARLA 45 SR A X — 26 240 Jifg
32 AR a1 PPARy Bt M8 25 ) an 48 800 2F 98 e B
Je E AT ARSI i A SR R X LI 5
B, P A T AR S [ 20 B P 3 2 AS TR) 19 4 5 3
#i5S PD-L1 3R, UL B mEANEH PD-L1 &3k,
B A 25 AR (O 3RGE | Zha 25 0 BIF 58 % B0
WA U4 PD-L1 /KPR AR5 T i 58 19— # 5%
1E S el g — ARy HHL# 2, ATGT ] LA iE
H W5 M T B f FOXO03a 2 11, 2 1M i miR-145 (#2
] PD-L1 mRNA FEACH R E M) #5t, £ PD-LI
#ik (Figure 2), ERK {55t w] i i [ W g 42 18 55
PD-L1 (A9 WX T PD-L1 #9975 A DL i
NGB E I I % e S S I N M b
FHIEAT

Jif 98 40 B PN 1) PD-L1 5 [ WA 25 52 2% 11 AH B
KZ . PD-L1 5 A WEIE sh A BAE RS 2805 58
& Ko 1A 56 T BT A7 76 4 20 i R S v oY LA
¥ PD-L1 5 H Wi =z 8] (4 SCHE A 40 8 538 | 48— AL
il B2, X 2T 2 SR ER W] PD-L1 5 g 4
JieL 5 W 2 () AR AR Y S PR S AL

H WG I Al A fF BB F B, R 2Rk

BH 3 3= 52 0 40 W, T DR B VAT O A
ROVE AT A AR A TR R 20 R A 3 3 W S
PD-L1 ] LUAH E 98 15 Fs2 e, Rkl e o0 3 570 1) fi
FAW] R A= 5 B 245 9 0 D Im) sl e i PR L, A
SR YT o R, PD-L1 55 b 41 i [ v ) 4H B¢

ZAWARRIOAT, B M N PD-L1 A g g S 58 1A Y
(14 HE A 45 B [ W R 5 A A TR, R AR R S
I Jip 928 240 JEL ) 175 950 0 45 G S g R R T T AR
24 BA PD-L1 5phiEE®%

WFFERW 78 AR 2 AR R 28 g v, B N PD-LL
AR o] K sm phE AN L R RE . Hog AL k2 S
J [6] Jii % £k (epithelial-mesenchymal transition, EMT)
VA S 3E B 4 J@ B M B (matrix metalloproteinases,
MMPs) £ 3¢, I 4h PD-L1 3 i 52 05 |5 It 5E 38 5
JEA MR

EMT X T iE B2 28 A & 8 E L, % Ha
JUAS et 43 F 1) R I8 A8 AL, 4 E-cadherin 2235 T,
N-cadherin I ¥ ,Slug Snail \ Twist % EMT #H 5 #% 5%
RT3 467 B4 EAIE B 7E 2 F e 40 e b, PD-L1
Al EMT {5 53 A2 oF EMT ZE 82, 2542 o 40
U R%  An op SR T IR R 20 i 9 Y4 (Figure 2) .
Fei 581k BLAE & W 98t , PD-L1 W] LA & T
PI3K/Akt/mTOR 155 il #% , fi¢ if EMT i##, B 74
M 3E AL PD-L1 3 B & B0 B 38 2o I Al 75 =5 o 4
il EMT 8 qne fitidi v, PD-L1 BR A 9% F 6 PI3K/
Akt/mTOR 15 5B} Z 4b, BHEUEHEIE B-catenin 5
WIP Ji&i 3 F L) LEF/TCF {3 s 454, L WIP %
ik, 2 WIP 5 RhoA AH B /E FIE 2F & 41 ig EMT
AR T i A = 9] L R e SR Sk U R B
PD-L1 W] i 1 9 ] Snail % f#f K 2 #F EMT #F#2 | 1ii
B WY b Snail Fikmy iy, XLEUEIE R T
PD-L1 ] i o Z2 Fh o A2 F EMT iF 8% | 3 1 £ 2 i
JEEERS  PD-L1 X — {25k EMT §9/E FH# Km0 1 i
JEIRIT BIBEST , 40 Zhang 55 K kK BLAE EGFR %8
A5 AR /NI it g, PD-11 w] DL a2 i TGF3B/
Smad/EMT % & A 5 09 40 ML 4% 7%, B B X EGFR-
TKIs 252591t 25, 1 EGFR-TKIs J& 41 %} iX — 2 i J&g
MEEZGY), X — KA —Fh T a8 . xR &
EGFR-TKIs Tif 245 ¢ /1N 20 Jfd fili 98 8 35 iF 47 PD-L1
B 1) G B R YT R 0 R EMT 26 AL R Ik &2 H
EGFR-TKIs f8USE ABAE RS 3 B2 6 T30 A
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[77) 24 750 %) e 98 400, PD-L1 #8948 JFH AL Sl A 7 78 AN [+
JIii 95 4 B vh ,PD-L1 6 5 P S T PI3K/Akt
%, WY PI3K 400 i) 560 Ak B R R 40 o) Sk ek g
RSB PEUEVE ;B MEK1/2 #50] U0126 1
WA AR RIE R i B 5T 78 4 A, PD-1L1 2338 i
Ras/Raf/Mek/Erk i [ #7% Erk {55, MidE PI3K/Akt
I 5 MO A PI3K A0 ) LY294002 A fig i B PD-
L1 %} EMT @4 4 1B, Bt 7E 3R PRI0 YT 25 W if
7 7047 7% AN [R] i g 4 i PD-L1 2 & A TE AN TR
{14552 M AL

MMPs 5 PD-L1 iy bl si x>, HE25
PD-L1 (% G B A A S DO REAH 6, EA A ¥ W
PD-L1 % MMPs #8452 (0158, X L6k 5245 ) PD-LI1
AT LLGE [a] )5 4% MMPs, i MMPs [ i 20 it 71 35 5
MIVERT (R A R 1R 28, IR AN LR B, &
FEAN R PD-L1 1235 K75 4 i iE B BE 1 AR G,
TN X Al BE 5 PD-L1 #4958 SREBFP-1c 4 [H 5 3
TG, P R G BT ARIR WAL, (H
Bk & | SREBFP-1 & 1 0y 1EH , & 0 &l T
SREBFP-1 5 142 = 4 i ROS ZKF- 2 117 ¥4 1% NF-
kB B 23 MMP7 35, R i 40 i A0 0, fe 242
HE I A0 R AL 1R 28 Y, S PD-L1 W] DL 4R
Rho-GTPases #H ¢ %5 K 1 4 i5 Rho %% /)N GTPases
BV R A SE N, a5 Rho M1 Racl 89545 %5 & 1
1) B2 fff AL 1E MIMIPs () 6 PR 2 3k, R BI04 a0 4 il 1=
ZAE H 5 (Figure 2), PD-L1 ] LLi i F 5 MMPs
(23K | W ff 20 M 1 36 0, (2 E 20 i 5% B . PD-11 7]
VL3 3 5 e 40 A 19 W IR T R iR A2 4R 286 ) . PD-
L1 A LU #E LC3-1 17 LC3-2 #4k, BIfEgE4niE A
W, PRt TET1/USP28/CD44/ RhoGDIB i % i#
ISR A AR 22 RE 7 ) AR O —3A ¢ PD-LI
AN W9 R & PR, S SR 40 b, PD-LLI
AIIE AL S5 Ake, B LR 20 S S0 20 AR
35, fe 2R T TS R AE YU L BT R 2810

2 L R 1R 28 R R M R BUR BUE ) — A
Ji DAL 65 5% e 48 e 2 % 1 412 14 R, PD-LL1 W] fig
VB —A~ T i Jieb g 42 22 6 R B0 i . (B H AT 9T 36
B, A6 A [] Ff 2 g o PD-LL1 5 0 firh 6 40 8 5% 7 it
T MG IR AN ], BT 5 TR AT AR 5T, PR b A 156
A AW 1R YA LA BT A
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3 @A PD-L1 KR

3545 46 4 I I PR (9 PD-L1 470 % J2 38 2o
BEL BT 40 0 71 PD-1/PD-L1 454 R IGJ7 S GE , X e ik
J7 M7 ARG Tk AN B RN B A] L
WG SRR B P IR T AR R R R AR AR, R
FEA G T 2R ae 281 0 HOR S8 o8 24
gk, A ERIEAT 10 FpdEAER) PD-1/PD-L1 $iik , ¥ K
17 P [ B Ji e A 500 SR 7 31X — R 47 o A #8 J BHL
Wr i ffL 4 PD-1/PD-L1 454, 20 AN 52 B 9 PD-L1 1
Fik M BTN PD-L1 2 5 e % 1 2 R
P, HOIE 0L PD-L1 B & — oA S bR A
J7 . BB PD-L1 Af LIS AE DDR AHICHE P mRNA
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Ja K BLH P — AN TUBE——HIA  (HE 1 g N & A7 20-
32aa) ALAT A IRTE AL T 40 7 59 PD-L1 P15
A2 PD-L1 B R, 1 H A FEAR T NBS1 9 mRNA Al
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EL %1 CMTM6 1] DL 3 PD-L1 % 52 3% il 14 [
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A EAE 26 PD-L1 BEf# , T 4041 T PD-L1 £
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IEHE B /NRB AR MR HIA il IR 576
J7 F B b HIA = IR 30 i g Ak KA/ o B
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