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Abstract: Epstein-Barr virus (EBV) is the first tumor-associated virus discovered in humans. Tt is closely related to
the occurrence and development of nasopharyngeal carcinoma, gastric carcinoma, pulmonary lymphoepithelioma - like
carcinoma, and several lymphomas. In EBV - positive solid tumors, the characteristics of the tumor immune
microenvironment and the mechanism by which intrinsic innate immunity of epithelial cells plays a remodeling role have
not been elucidated. Contemporary immune checkpoint inhibitor therapy has initially achieved good results in virus -
associated tumors. In this article, we will focus on the review of the mechanism of EBV-infected cells, the changes of
intrinsic immunity in EBV -positive solid tumors, and the progress of the application of immune checkpoint inhibitors in
EBV-associated lung cancer and other tumors.
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EB J% B (Epstein-Barr virus, EBV) = 2@ 4t B
20 JHL PN R 20 L, 5 DA A P B A i 22
(infectious mononucleosis , IM ) 21 XM 27 (19 45 Ff
o L AL A B A A 0 b 75 1 A R U L R (Burkitt
lymphoma, BL) .2 #F 42 ik E% 98 (Hodgkin lymphoma,
HL) F1 %% 48 5 ik I 3G A= P 2 95 (post - transplant
lymphoproliferative disorder, PTLD) , LA K& I+ F7 4fl fifd
HPR S T g R R MR B B B R 9 (primary
lymphoepithelial lung carcinoma, PLELC) &5 "' %
PLELC J2 fifi g i — 7 5% DL EL R i S 78, B2 s
LA B 595 () N5 | EB o 75 8% a2 L 3 2 K]
Z—" o A AU I R IR S 14, TEBT
RGN O AR BAT AR . EBYRTEAE N
— Tl DNA J5 B , Bt 23 5 | ¥ 41 1) PN 72 18 A A
3 I v/ (intrinsic innate immunity ) . N 7E B 45 5 &
G375 EB 5 8 A OC 1 S AR S A & S K il R
B I e AR A RRRABEGE o S84, 72 il
WL b BRE g R, A A S ) 5 (immune
checkpoint inhibitors , ICIs) ¥ 20 HUAS T K 4 A i IR
Rt o 1A G 53 SN R S R S S A
A U 0] A I Gl 2 7 BB R B A A YT Ak L)
P [T G2 55 BE 5 1y TR0 A 25 AT o itk — 20
Il RIS RAEH

1 EBV BCRA A EIHLE K RIE =9

1.1 EBJREHENEAIHLE

EBJG 3 & T ASHIZ 5 y B, 2 — Fh XUk
DNA W # , B K E 2 172 kbp, 1E N AR
2R — A IR A DG 3, HRTC S 5 EB A
G 1A e 8 A A R R AR T R R A bk R L S A
S EBV M1 HE B PLELC DL K& EBV M 31 -1
LRSS, EBV REASIERYL B 40 LA K2 1 R 40, ol
TR AR AN Y EBV BEEE 12 5 B A
M5 b AN AR . EB R R AN Y i AR
5 8 5 MR T 45 AL S RGO TEB A
el rh, EBV 3 %230 axk 5 B G B0 25 11 gp350/220 5
B 4fl Jfd I i % & AZ {A& CD21 (complement receptor
type 2, CR2) 45 &, 508 FI H1 O3 — S AMAZZ 4K CD35
(complement receptor type 1,CR1) 5 2Z 4547 H
U it gpd2 5 N H 41 i Ht )57 (human leukocyte
antigen, HLA) II Ko F 85 A Y Btk 2 4
M fE BRI, BT k= CD21 KUK HLA 1T
Koy 1, EBV ER SR ogH 5 E B 425
A, BERD 8 T B gH-gL & A5 PRI 1 Rz 4

%F EBV 7E B 40 A1 L Bz 20 i 2 1] J& 7547 7F
B e AL 2 A B2 ) 8, BF 5% & 3K EBV
TE b M S I, epd2 5 oH-oL B S IKS5 5,
1M 7E B 241 i &2 il B, gpd2 Je i 5 HLA 1128450+
A3, B H A5 3 P T RE A8 A A B Y R A
AN 2 At B 9k 200 L, R I 27 R 0 7 X P
ARV T 2 () e e AR R AR
FLEN H 1 A AR I TE A 5 EBV e | K 4t g
hORET EZAERH . BRILZ A, CD21 A F: 1)
EB YR 5 B 4 3 1 19 98 & 2 USRS B o0 119
WSS THREN B A - i 5% . EB
G B B N A 2N A0S, EBV 1B ( gH/gL 1 gB
NS TWRERSNBEmES" . 5A RN
EPH %44 A2 (Ephrin receptor A2, EphAZ)ﬁE%% EB
I T ME AR 1 gH/gL M oB A B /R, £ 1 EB AR 7 1
AL FIRlA L (H EphA2 J& EB ¥ 8 08 A b Bz 20 ifd fir
DAZBLA T AN 2 B 4 M SR e BT A 25 19 . AUAX EB 95
B R vT e T L S 8OO 1 & A R B2
95% 1) NI GY EB ik 2 1 B R TCAE AR A IR YL, X
T e APE 2 EB YR EE 5 B 40 M AH B4 R A &5 3L, ik
IR X A0S A SR e S B0 EB i 7540 5C AY B 41 i vk
Jo o EB YR BRI 5 HAH O I Hogss kA o6 R lm]
REEAHERNZENSY,
12 BROERABHEBHFSEERSY

EBV 3 [K 20 45 5% 350 100 Flos 2 85 11, 78 AR
19, AR EBV A 3k R e 2R BIR 1 A [RIASE X 114 9
I EE VR AR AR 1 R bk e e U, L8 6 NI AR
WK i )R 1 (EBNAT,2,3A,3B,3C FILP) , 34
T AR B &£ A (latent membrane protein, LMP1, 2A,
2B) , A R VAR 1 3E 4 6% RNA (EBER1/2 PL J2 Bam
HIA Fr Bt e =iy )™ o 26 0135k 1R 43 Ay BRI 220 L 44
SR, R R e B SR A TR, 44 PR S LR R Y
WU, B 40 Ay EBV S 4 B 5 B0 25 7
RAT, 24 B 40 28 77 B 48 Jf 5Z 1A (B cell receptor,
BCR) W4T 55043k A 3R 4 B s, o5 75 Bl i e 4 Ay 24
fif L A IR R T, P EB i 2 it 1) 24
it W EL X, BZLF1 #1 BRLF1 13 [A] 35 5 24> F. 1 2L
i 5 DR 6 3K, 30 358 2t AL £ 5 7 42 1 BT 110 6 b
Ji%§ 75 45 1 : BALF5 . BALF2 . BMRF1 . BSLF1 . BBLF4
FIBBLE2/3' ke i 22 (14) 0 915 ¢ I 24 e J0 Jak e
H B F EBV 5 S0 g R & S . — IOk S
TR ST 2 B, EB i 5 AN 2 R Az i R Y kS
RPRE, MRS e & S, ) — Wikt 3k
B, BART (Bam HIA %% 5§ ) 1) miRNA XJ & 0 95 19
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KR A G BRI AE T . SR 7E PLELC H,
Bk $5 D1 AR 5 (copy number variation, CNV) [
ZBTB16 Fil BART-5-3P [ 35 1l fig & PLELC & A= 11
RN Flt A AR AR K R 3 /R EBNAT £ 22
5N FHMIEY 115 G4 AR MavE XCUE T 51 %
LR AH AN B E 4k T B 228 nT RE 5 MR & A A
K EB WA AN]SRl b e 20 L) K i
B EL | B2 B BT B, 3O R FRATT A R 23K
T T )

BT EBV B A 59 kB, i I 2 D 5=
ikl gpg 1, I, I 3Fh2RAY, 2R 81 T {4 EBNAL
335, 8 H 5 EBV BP0 FERR b R 06 26
AU 11 3235 EBNA1 Fil LMPs, 5 EBV FH: 19 HL /M
NK/T 21 fitd %k [ 98 (diffuse large B-cell lymphoma,
DLBCL) A 3¢ ; 28 A1 Il , 3 3k 4 & 1Y EBNAs Al
LMPs, 5 EBV FHPE B9 8% A8 5 7k U 18 5 14 5 0 AN
G BE B 9 2 (human immunodeficiency virus , HIV)
FHOC K 3G FE PEBRGAR OGS . FE EBV FHIERY [ &
200 J0 e g v SIS T SR AR EBV 235 1Y 23 A 1
T I AL AR IR e EBV BH M 9 1 8 A7 AE
I AU a2 11 A i v AR 018 3y, PLELC 19 ¥ K 1]
TR i AN B o TR IDT Y R DR S
R R O R AR Z 5T, T 25 5100 7 )
U5 R VR A R R R TE ALY X A I AR
BRI S PR R

2 tRAMANEERREZERK

IFi] A B 5 S LR HRAE o S AR A AR B 55— 1 Bl
2 AEPURTERON Y, [ S R AR 2B G E Y
PERI™ o e R Ay R geidid e B AU 52 14
( pattern recognition receptors , PRRs ) U AR W s
JEAA 2 52 TR G5 5 URR 1 D AR DG 23 T 8 X
(pathogen - associated molecular patterns, PAMPs) L)
K 451495 A0 e 43 F 45 2K (damage -associated molecular
pattern, DAMPs ) , PAMPs J&£77E T A4 9 L1 4+
FRIE, Q20 TR i 22 0% , 1 DAMPs 7640 58 T~ sk 6 47
fif B g £ 40 M A1 B 43 7, W DNA L RNA | ATP
2190 PRRs 10 4 TLRs , RIG -1 #£ 32 & (vetinoic
acid-inducible gene I liked receptors , RLRs) A% iR
55 A UM A e R R R SR % K
(nucleotide binding and leucine - rich repeat -
NLRs ) . C B & 4 % 52 {&
( C-type lectin receptors , CLRs) . ¥/ GMP-AMP & [if}
(cyclic GMP-AMP synthase , cGAS) DL A 4/t 2 3%

containing receptors ,

- (stimulator of interferon genes, STING ) &g 2121
Frhr, TLRs .CLRs . STING J& T~ I 45 11, /3 i EAS
R SE & X 2. HiAy—2E PRRs 7E 5 PAMPs 25
B 30 I R e 7% B AW IR A 5 D2 fili
A S5

9 D A ) L DAY SR 7 2 3 3k T B 1 A A
WA R A T Ok 64T o — BRI 3], A A
JE 583 1+ TBK1-IRF3 il NF-wB %5 {5 5 3 % 15 5
I B0 A48 DR 7 19 7 A=, O3 [) 35 B LAV
g DR A R B 40 S o RIG -1 F1 MDAS 45
RLRs BE % 6 I 21955 75 19 BLUEE RNA , MDAS 5 RIG-1
MEAEMNEHSEREYWNERE SR SEA
(mitochondrial antiviral signaling protein, MAVs) —.
Rk, R ALJE 1 MAVs 5 g 3838 A (tumor
necrosis factor, TNF) 2 & 4H &K+ 3 (TNF receptor-
associated factor 3, TRAF3) &5 & I 2 L HE A
TANK, TANK #f {5 5 ¥ T % TANK 45 & B 1
(TANK-binding kinase 1, TBK1) ,TBK1 %S T &
P97 B F 3 (IFN regulatory factor 3, IRF3) [ i ik
o, NITE S T BT IR A RIR 2> |/ AWFSE
E UE 5K STING F1 cGAS 2 51 %] il it DNA 42 Sz
B ALZBL 220, eGAS 3 5 77 AR 5 % R cGMP-
AMP (cGAMP) Xf DNA 455 7= £ KU, cGAMP 455
STING ¥ {if TBK1-IRF3 4 5 i IFN-T1 R 7k 1Y
b, HEJS DNA i i) LU i 5% SRR 75 57 - =R RNA
(1) DNA fASi 7 RNA 5 1l Il 2 5 RIG-1-MAVs {5
S

3 EBmEMAMEMEARANERGREN

T

3.1 EBVILZINZEEF ZZE—RHLE

EB 3 75 19 3 [ 7= W 76 3R 3 EBV AH 5 1 I8 9 &
S AL A G G VE T, EBV W AR B 22 fig 3
H Ak RNA =168 08 TP mm £ 00 A R R 5.
51 Kk G g Rk DL R AR s AN T, Ho
EBV A D e 725 [ A7 B 938 7 245 1) O S0 43 Toll
FEZ AR 9 (Toll-liked receptor, TLRO) [ 45 F1 ik
LMP1 3 52 1 A TLRO (%) 6 38 775 -1 3 il TLR9
(R 35, LMP2A, 2B 18 i 0[] T 40 K 52 14 ik
TR A R BRI T BAE R AR ry A
ZIREY A ER A AR TS RNA , microRNA X
TLR {5 5 B9 8 ¥ © A 32 ™, b Hofthy 8 A 602 43
+ , B9 2 B miR-BART6-3P fE% F I RIG-1 L) Jz
THE ML, miR-223 f1 EBV miR-BART 15
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AE % 4 15 NLRP3 % AE /N FIIL-18 A9 77 45
EB %5 35 4w 1% 19 /)N RNA (EBV-encoded small RNAs,
EBERs) & #: £ & 9 EBV SR8 729, e 8 )12
A 38 3 SR 2% 38 K 2 20 EBV L A1 i 1 43
¥, EBERs fi£ 4% # TLR3. TLR7 X & RIG -1 i}
e H A BF ST 2 W1 EBERS i i< 5 S 0 g R
() SR P8 7 R A it IR 1 e A

A7 R YR EB o 1 YL (W SR MR, O
T I3 72 G B AL AR5 252 TG, B 5 o 288 A 300 5 R 1) TR
NFFGE 0 e IR ICAE EB U 25 AH ¢ 1% i gg T8 i rh
BERREBRENIEN. 20 EBV SLH KL =Y
BGLF5 g% ik RNA B it 77 =0T 98 TLRO , %07
KA BT BLASE  J6 KRBT BE SO . i BILF1
BN K2 —Fh G 3 U FREE SZ 1K (G protein-coupled
receptor, GPCR) , BILF1 AERE R T I 2 N i 4%,
Horb A 5 NF-wB {5 538 ', BILF1 fE % )i
/b RNA K #1125 11 3 B§ (protein kinase RNA -
dependent, PKR) A& DT 48 1 248 Mo 400 25 By
M ES . PKR J&—F IFN i 5 8 Ser/Thr 2 1
fitf , HH dsRNA BL4Z305 , 76 dsRNA A9 20 it 5 B v of
BAEZOAER . PKR G F DLIEBE IR 16 AT I P 1Y)
T AFE T A M T, I 7 IR 5 Bk A B W R 1
WG LR S S S &Mk R A R,
J34b, BILF1 fig T 9815 3= 4 i 3R 1A = 2L SUR 250k
2 4 1K (major histocompatibility complex, MHC) |
AT Ry I8, DT T BR T 290 50 551 5 B0 4 32 0k
i, BPLF1 & —Fi g L0z 20, ¥ m g TR
TIR %5 ¥4 3% 155 2 #£ A (TIR - domain - containing
adaptor inducing interferon- B, TRIF) F1 MyD88 & H
LI K TRAF6 3k F ## TRIF F1 MyD88 4 # (1) TLR -
MyD88-NF-xB il i ', A, EBV 24 tis 40 il bt
8T Bel-2 98 25 11 A9 P Fovs 22 [5] U8 4 : BHRF1 A1
BALF1'7*", BHRF1 GEW {29 N b 4l i e 32
PSS 0 R T, HLE e By R R T R b
20 0 19 43 DT S S50 P e g e o mf
UL EBV JE Y 323K (1 VAR D) 8 4 A 1 2 1 5 RNA 7
YIREHE ) Iz T B0 [ A Ho e SR DG AR 538 %, M T
S5 MR &R
3.2 EBVFAMMEBAEMAEEGERETL

EBV A1 3¢ 52 (5 3= B4 B g | o |
a8 TEAE /N 98 T, cGAS-STING {5538 4 Fi fle
23 T BB M A 1 v T R 40 AR RE 1 T 9k 2 4
ML Y A BFSTIIESE , cGAS-STING {5 5 38 4
AR 5 1R /D 4R i AT RS B8 IR T I S R

WA LS B e, STING A S = 5 90 1
KA B VIR G 8 L 45 e 1 240 L 3 55 E STING
AR 223K B B 2k 5 Duke’s JMHAH S X T EBV
FH P A S AR, — 7 T 3 R G S0 R 9 1Y [
BPENL B R IF HAEAEER 51— 7 i A ghid 1
PR G B8 I 25, 156 T e 8 e P 5% T Ak L 400 B 1 R
e, 2 A DU S

£ PLELC ", 5 [&1 45 #9025 Jy T i i 52 20
Z N HAE A S35 53 W48 3 J T 55 55 ik 5
b AHAE f i (A 2500 F B9 7R PLELC 5
[P A5 G e AH S S Y L PR ke A T AR AR S, T —
Jo T PLELC (1) 2 A0 0 e i o vp  iF R B T T
SAN T ] R B I DA R B R 22 A
PEFES #6787 PLELC [ 3% PR AL R 1E , b AT] & B0 7
PLELC ™" 14q Fl 16q f7 75 5 25 19 Bk 2% | X & 2
NF-kB @12 Z AR R RG> BRIz 4,
fATTIE % 3R TRAF3 1Y 25 7E PLELC Hh 353 £7 7E
TRAF3 1E 2 4k ##8 NF-« B 3% 42 19 7 8 15 1 &
EVE R, A WF 98 £ W TRAF3 1T L5 LMP1 A H 4
I, 80A 8 S PLELC B9 iR i JE X, nTRES 5
PLELC 9 il 83 & A= >0 53 b — T BfF 9 3% B 3
1 P 4 AE 7E PLELC 4 20 40 rp 4G 0 21 72 1 14 38
T- B #& 1 (programmed death ligand 1, PD-L1) F
P53 [ 1k, 2 4 2% 3L 4 53 B & B CNVs il 2%
LA K EBV % i i) BARTS-3P % 15 1 ZBTB16 (zinc
finger and BTB domain containing 16 ) 1] i /& PLELC
fih g & A= B SE 5 T PPARG 1 TGFBR2 Ay ¥ /b LA
R A 58 A8 R AR 4T 1 i B T PLELC R 47 1 Tl
Jatel,

TE EB % # FHPE (9 S249% 1, PRRs RE 92 11 5]
EBV [ DNA .RNA g 553+ . © A #3H RIG-138
IR RNA 54 TR W5 I EBERs™™, 78 Bh 1
S T, Duan 55 5B 5% & B S0 9 1 HE R 2 R
EBERSs fili /& RIG-1-MAVs i& 12 1 5| & — R I %
i B FIE S 30, T H RIG-T 19 %34 7K F- 5 EBERSs
() 3 S A AR OC R o BRILZ 41, EBV BB [1]
TRIM29 % 11, JE 1 F # STING By 3k, G802 e
%) 4 it Fh STING ARG B T 70 I 28 3 18 AR
EB 5 2 #0 [n] T 40 R A5 538 B 1 24 T gy, H
AL TR Y I T IRFs  JAK-STAT {5 518 %
DI K38 2 75 5 FE A (interferon-stimulated genes,
ISGs) 45" 1SG12a 1] A o 53 2% e 19 [81 A fo s
SN, H 1SG12a 7] LA#E i3 #1 il Wnt/B-catenin {5 5
T BN PD-L1 1235, 1SG12a (3T ER AN T 98 21
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LA A A AL A R b Bz -] i e Ak o 1SGs AT LA
MICLs B¥7 2L, U HOE 5 4 M IFPN {5 Sl i 8
KM ISGs' ™,

1E & 0 9 h , EBV AJ DLl i LMP1 520 IFN -y
(77 Az, T 5 JAK-STAT 15 53 % |94 PD-L1
eIkt FRATERTI TAE v & BL, PLELC R &
71 PD-L1 A9 32 5 . P 988 28 28 1 faf (tumor mutation
burden , TMB ) 7K - 458 F At = /]~ 40 Jfd il 468 &5, 17 HL
PD-L1 Pk J2 LAG3 3k & 19 PLELC & S & iR 7
ROR G X R ICTs A 2 A EBV BH A B9 b e
AT R RAEE I . R RIRATR gk 2k
R % PLELC Ji 8 f 3% T 3R 5% EBV 7E I B2 9 24
JL 55 T 7k T 400 L DA B B bk L8 240 AR v ey 4 4%
EH

AH 2 N, #E EBV BH M i R Se o b
EBV B T b 3 o AR B A0 A A &R 9 VE L EB
I3 BF G B 1Y miRNA 78R 2 MEk g b R ik, 5
g BE ARS8 UM G o 76 NK 20 M ik 208 v
miR-BART20-5p F1 miR - BARTS i 3¢t #J1 ] IFN -y -
STAT1 3427 3 NK 4 bk CL8 kg o, FE ik
P4 T/NK 4t fif1 97 (peripheral T-cell lymphomas, PTCL)
rh T i RE DR A A0 M kR EB R £ B Y PTCL
IFN-o/y FH AN IL-6-JAK-STAT3 {5 S i i 3 FiH,
LK NF-kBAHSE KK TLRS .CD27 th 2 Ay,

4 BEBEBRENRERTHRLR

B PRE R A S50 AR I PR L ke B 22 1 9 HH
TR T L4 il i 76 P9 A0 22 O b, s T
B ¥ 7 R TR AR 22 IR IR T R i —
2016 4F , Kim & i 38 T 55 — 61 F 4 28R JE 54t
16YT PLELC (835 i 9], {H AR5 10 K5 #F R Jf B
FET- . 2017 4F, Kumar 28 ' #0381 2 1) 378 J A 1)
PLELC & 3 i g R G B PTiR T, BB it 22 vk
I FLEIAE FH /N o F-ATT Il Bt BF 5 09 G B 3R Y
PLELC ®UR B o Bk FiRyr s 2 s iy,
WAFTE PLELC 8 & 08107 B9 RUCR 22 115 O, Fl
AR A RE e 1 5 05 S 516 7 8O R 1R A A B
M RZ—

FEIG RIS 7 1, © 2645 270 STING sl 71l 78
Il R 56 v T HUM G T, WA — 2RIl K 50
(NCTO03172936 . NCT04220866 . NCT02675439)
¥ STING #sh7) 5 ICIs BRA ™ . — T2 Hs
11 39 i PR3 36 2 1, ADU-S100 (— Fh STING 184 5
) 5 A SR BB A — B TR YT A PR

R VE K R R, SE RN 16.7% , T o
2 it %y 83.3% (NCT03991559) "', 76 N 3L 3k &
i B P A 10 R AY I PR R Y R iR o
T 4 STING ¥ 3l 71 45 & L P PR e 1 &2 1A 1
(programmed death 1, PD-1)HTAFIHT 20 il 75 T 4k 2
4 g A5 < P ) 4 (eytotoxic T lymphocyte - associated
antigen-4 , CTLA-4) BT 1 4 H G 97 S 2 71% 19 /)
Bl iR IR L EL W2 s T B b A PD-1 BELDBT 5 4
Jrag™ . A FIE R, STING #3875 41 CTLA-4
S IR 7 I T FH AT B AR T 9 L2 40 Y T AL 1
(B0 JE /) B (0 3R B S R B R N
5t cGAMP ] LR 3% CD8" T 41 i (1 &% , 24 PD-L1
I CTLA-4 095 LW i KE 3 — 25 3 i CD8” T 41 it
IAER™ . BRI Z 4h, STING 3 2 71 5 14 P iz
H: K A F 32 K (vascular endothelial growth factor
receptor, VEGFR ) BH Wi 551 () 6 5 F o 3R B0 HH RN
FIROCR | 19 35 565 1 FH 3 W) 9K 3l CTIL 352 10 3] e g
W% 0 7o 5 A IE SRR S, STING #8571 L 4t
VEGFR HL{&FIHT PD-L1  CTLA-4 $T A 1) =Bk f g
FPVEAE NI LA S 25 e/ B Y vh BE A SRR A
FEA T X ICTs BT A AR IR T /N BRURY AR A
e, HUK STING #8705 1CTs kA AT AT L
K s A VE T (B A A BT 90 & 3 STING 3 %
N JHIRE PR K A e 30V e R e L HG — A IR A 1
o A2EE Ny, 2508 g < 3140 STING i
SIS, O 25T Ui A A S 40 TR 5, RAE I AR
REAE A 45 SLAE IR A9 VR T, LI, cGAS-STING 55
M [ 14 0 P VOIS T RE 23 A R R R T
AT, STING #4235 15 [ Ja] 14 19U G 48 18 AN I
STING ¥ 8l 7 1B & e e RS 7 7 8806 15 B 2 1l IR
I AR A AT o BT, A R 5 REEIRITZ
() R 5. 5C 22 AT BE S 44 8 J R S e 16y T RCR SR T
RS

(HA WF 5T R BT, 705 I A 45 2 1 R e 1) 155 100
T RREEPE Y IFN {55 DL S 1SGs 1 2 3k 2 34l 4
P& SN o T AR Y e R 7 X RIS 5 AT LA
SFEOM R AT AR — T K
STING 4 3 [ [ 4 S e {5 18 s fE 55 /K A EBV
iR e 2B R AR AT ¢, I HDEBV Al DU7E B A
PO e 7 i [l f A e R fe e ™ i T4
[E] A7 G 8 TE S IR 9T J7 T WE IS A g &), AT
FFEASRE 2 [E A e REAE S iRy TR R A €6
DA Ay B deg 1) 0 P 1A A i, 3 B 2 A A
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5 B 2

25 1 EBV Iz H AR B T EA S g i AR
b, T2 5 T IbJea oA B3 1 5 98 5 i ggs 1 A
K o AHXT T I FR G5 I 9 RN S WA i, PLELC 45
HB EBV AH &SR 1) [ 45 f 38 A8 Ak S ELAARAE
HLH G X 20, 025 B}t 7R 1A g8 A O
TR RA THRESFER S R R4S, ICIs fE PLELC R
ST USRI AN EE R T AR | 3 43 1 10 R
S RPEIRIT RE IR I W A A ) B R BT
B BEAE R BETRYT AR R, A AR A R A
My 25 5 R PD-L1 IR & 335, MR YT T 638
ARE5EHE . PLELC 1 e A 35 76 & A L0 e
A AR T EBV S AN a3 ik [ AT G e & 4% T
SRR BEAE I W ANV A o [ o e s A B S e
REHE % EBV A1 il i 200 55 9 E 4 M 1Y) ELAE i
B 5 [ A S T A O a8 VR T T AR A
[ A 5 W A T UL 1 S R R O 1) B AR
Ji Tl o

(& % x k]
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