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WE BURRSERRE )G, MORIREE EE “AR” 18 BARNAEGHLE, Sl 2B RZHE T RIIR KK
FACREAS, A SBERKEAR. (R REd, R R A 25 AL A0 oA B A B AR (B 975 400 L RS 2 2 e 28 4 M
JRETYEARIISE LA AR B o3 20 0 R 5 558), AT e 2 JR e A i 1) S B B SR AT R A I A0 A A & e . AR SCBL HPV. EBV

HBV i, 43325 5 11 5 000 83 e 353 A0 L AT L) A S5 7F Tt e, 7 Wi 2 AT Wi P ) RSLAD T 5%

KR BURDWEE, WEEEA, MBS, i
2R 9ES RT3

i /2 B DNA 50 RNA 55 8 (A A i Ak
A, AT NAREN T Adr ik 534 ar ik
ZIE AN . iR R — Bl I AR B AR
T AN [F) AL AR AR AR . TR AR A o B
o FERME, PR T2 R G B 7] A] DAK
WILAE . BER R F R N ARG 5, W] 5441
A ) PR e . A SR T AR 2H A E B RE T FEAL
Mgit, BT UG R 17.8% M8 F 4, AR
29 11.9% 2 I BUR R #5121, F1an 2B R 5
(hepatitis B virus, HBV)F174 %Y AT % %5 75 (hepatitis C
virus, HCV)& 4 5 9 AH 5¢ .« N 7L KR8 6 2
(human papillomavirus, HPV) 3 B 5 & i 4H 5%,
EB Jii & (Epstein-barr virus, EBV) I 5 ik EJ8 Al &
WA g 25 D) AH DG, i B iR g B R & P12 A
B, EBor YA R A — R ) e A N A
I 5 H R E AR WOA S A BAE, 2B N
i .

Jif 98 13 A 5% (tumor microenviroment, TME) /&
JigeE 20 g A AE A7 I SR e R4, Foh B0 FE A0 R
(BRI s N B A S e . T 4R gn i, %
R0 ) AN 20 s 73 el e 4 i R D L A B
A ESN AT, P Em, HEEH. K&
T TR BA MR A SR R A2 A R ZB NI,
o 45 1o B T R A A O B R AE R b 5
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Fig. 1 Oncogenic process caused by DNA onco-viruses and interaction between viral onco-proteins and tumor

microenvironment

1 DNA BUEREHMBUZEERESHIMEME(E

1.1 HBV 5 T i#E4HAE

H AT 9 I8 BcER 458 H 10 96k EL 40 o i 2T 4L
Ji g s o7 R R e AN R — . FE T 40l S
()3 BV e e i AR, 4FER CD4' T 471N
Th1 B2 7546 53 W y TP % (interferon gamma,
IFN-y), MR EE CD8" T 4l i) 4 28 W MR Th s,
HATHT 7RI, HBV B4 1 1 T 40 A 3= 2258 o
AN BARINH MR T CD8 T 4 I Thfe, L3 L
A 20 P 3R T ) e e A AT s PD-LL {2 CD8' T 4H g
FESE, FIE Treg 4 i/ 5 ey #M I Th g .
ERZHIERT, HEHALF Treg 404 CD8' T
YHMEE W, Treg 40 TPt CD8 T 4l (1) Th e
FEI5E . WEk . R, 2 USRI A-B AN EE FL
K, AT AR R AR G s kR 0. 7E — TR F HBV
TR R BB TY A SR R B, HBV B 8 A
HBx % # & [ 0] LA b 1 BT 9% 40 i 3% 16 (1) PD-L1,
H5WEMEN T 400K 1H ¥ PD-1 45 & 15 8 L )
5%, FH0PD-1 B4 T 45 b 38 20 0% ol W A 5T
SRR I SHP2MY, 45 i i TCR {55 40 F
U1 ZAP70. PKC Ml CD3¢ L1, TCR/CD28
G, A T AR ThEEn. 5k ER 2
JRGY B R 2 23 53 TGF-B K& A % Treg 4l &
WA . X —id 22 # 55 1 HBx 5 Egr KXk

BHS A (FER Egr-1), 2 )5 HBx/Egr-1 B &1k
A% TGF-g ZEH IR AR H o456, A2
BE TGF-B fI%45%, TGF-B 4 W & W0 55 )5 11 5
Treg A8 K IEAE M. K & Treg 40 ML 1976 9T
A DA R0 B AR s S R B 7, 50 T 4 i o
(hepatocellular carcinoma, HCC)HI /5. TEMAbE
o, dE i E AR R E AT A, ek
ik HBx, JF5 CD8' T 4iffudtsaE, 45 R Bonss ik
B IFN-y KB T B, [ CD8' T 2 fiig i T LL
1l T,
1.2 HBV S5#Hi/RRE MM

JEFFE H e JER A B2 4 i R IR SRR A A B
WA, O S 43 Ay I 7R B A 4 SR ) e
21 Jf R0 P AU A 0 4 i (kupffer cell, A 75 41 i),
FErPORG 75 A R U B e 2 IR B g 4
Jfauel M\ HBV WIS H] HCC & Ak e i A
R, MEARSEEEEN. HBY &R,
iS5 T SO0 I AN G i 52 3 F20720. 2
AW RN, ERFIEI A e g RE T, RS 48
i S5 R = N2 o PN e S G o KPS R 1 | BN
TNF-a« IL-lav IL-18. PDGF 1 TGF-g, #f —
A WO FF R 40 M B il i TRAIL. FasL. % fL
B IR I 2% 17 52 T % 1) T 44 e R [ e e ) PP U
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i, Bility P58 & ) A2/NSG-hu HSC/
Hep ] HBV AJ5AG BB ARLUE B, By 2H 250 R 555
M2 B E R E KB R, X SR B T HBV
7SI S e 0 O AN B FR AR T E R R AR AL
HEE FHUHN HBsAg 5 40 / B W4 i
KA CD14 45409, n] fedid 0] INK. ERK A
NF-«B & 5% &, FEH > K 6E K 7 a0 1L-12,
IL-18. IL-1@ FH IL-6 [k, T IL-10 A1 TGF-B 7>
W%, ik BV A H R AR A T L iR A O
E Rz 2, R ERbHES, SRES
) E AR ) M2 o4k, ATk — 25 e 4t A 1)
RS E R I PR 25 L E S e R ) R 4
ML) FE R, HCC B3 BB R EME K
T .
1.3 HBV 52K 4HAa

i 2R 41 8 (hepatic stellate cell, HSC) X.FK A
JERRamfe, EZATF4IRmFSEZ . BT
LR HSCs &b T RS, HEEYREE MDD &
derE R A KGR ANEER R B 5. 2 3
MUBH I B0 B8 28 9 25 451 473 OIS 4%, HISC's B Bas, %%
WU A AERE SR, R IEGE . iTF8 . Ui
5 A I PR &5 % . HSCs 7E I 4531455 A1 AT £ i 4k
WEG AP REEEN, AR RBUER
HSCs g #t HCC 12 28 F #5157, H #i #ff 578 K I,
HBV & HSCs Mt A MFl: H—, HBx @id
WO ¥ Sk R+ Egr, {2t TGF-g # 3%, 34N
TGF-B HIBHBERCR, & TGF-B IR E =3,
g3k 2 A AR B s T HSCs. H T, fEAK
Ab S5 AR ST HBcAg F1 HBx £ (1 7] DL i i
PDGF-B/PDGFR-B {5 5 i #% W00 % A2 IR 40 i .
WA HSCs 43 o P WIUILEN £ AN RS T 4 2
IR IR AR SS M 250, 4 A3 o e it S 5 L
L S RF5 R R AR G FE A i A 35 i (1 B
W\, A, MEER. HCC 2R f,
1.4 HBV SHIMEMEEF

TGF-B J& T TGF i 5k 1) 28 P AH O 40 L EX 1
FE R R A OC B R 4E B AT Treg 40 /i
Gy, TGF-B {55 K ogg ) Ffmg kA=, HE
BE 500 % v TGF-B B#0E 41 i 3R 1H TGF-B %2 &
(TGFbR [ )Fll c-Jun Z i BB (INK), J5 &5 K155
5> Smad3 7% ® RN pSmad3C I pSmad3L.
TER15 HBx P4, Smad3 A A B (R 2
Z Y n] A T R s B0k 4. 7R HBV 121K
el B, HBx K AT 40 M TGF-B 15 5 M8 30 1) 4

pSmad3C & 1% ¥ 4k 4 B 1 18 12 pSmad3L & 1%,
M B E IR & A2 0. i flrik, HBx A LR
F TGF-B B A TR, JFu g 55 40 Wb 1 T OB
RIS . TGF-B B T 25 I & IR 40 i 5 4
4h, TGF- B [FRINS 2 540 i T AR S K& 12,
Wnt I Ras {5 5 @B S N EMT {5 5%, i
SRR . TRA T 40, 8 5 amib
FEHCFIIE T k.,

B FEE—MEAT ZIEMMBEE T, B
FAS [F) B A P 53, FLAE B 5 LS9 s V0 R A
A EENEA. ERFIEEN REL R, K
TR VA DR ORI, (RN SR 2 R
A0, R0kt 28 1 IR - A K5 P A s AP A vk
TE T RS R, HBx 3B id Toll k52 k45
A& ABERE 4L I T 88 BT NF-kB Al MAPKs,
3 IL-6 & A 43 b, gk 4h, HBx & LT
IL-1 3 KF. IL-1 A IL-6 /=2 5 HCC #EJE i)
FERRYPE T, HCC BFHRIEERE. ©
ATTRE 98 Tl PR S5 o ) AN R SR B At A AN TR R 7R
Horb IL-6/JAK B4 05 e 40 4% 5 [~ STAT3,
A AR BE R (R 2B FELRE . 4 HBx A IE M
M bR Al B4R R Y, BLFE IL-8. IL-18 Al
IL-2397, XSG i K-35 22 5 HCC & e ()3 Bt
&, HA IL-8 P s A K FUEE AL, i
IL-18 7K V1] LIMEN HBV-HCC 53 1) 15 Fa A5,

RIS RIER R AR B, —BRFFEA
RERE SR, RGN B 55 2 R PEROR R, B
K B K 2 PR PR IR 7. R RS e 2
YHMIEE T, TNF-o EZ R VLMW, S5
YMIAENG . WG AR N, BRI, A
N TNF-o /&2 5 HCC % B F o 5 22 (0 40 o X 1
Z . PR PIR AN SLI6 H4IE SE TNF-o 15 IR & A2 Al
KR FE T R AEThBEW. HBx Ml TNF-o 2 [] {3
AHE T 1988 EHkiE, HBx A L] TNF-a i3
5, S HFE 28 0E B9 RE RS, TNF-o 9 _E 38 Ay =] i
BSOS I P A K P . MMPs A4 i A7
TEAE TS, AR R B AL A AR .

2 HPV

HPV J& —Ff DNA W%, HAI & RIHM
HPV 5 180 ZF A, 214 40 % HPV &4
N B JR R 1 f RAT 1A 2% X B B e, K
W R B Bk RG] LA RUE B HPY,
B 10%48 ite g B 2, Kbl 5(1%)
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RN BB NIRRT 5 B, 245 h
1k, fECFIMZH HPV WA, HPVI6. 18, 31,
33, 35, 39. 45, 51. 52. 56. 58. 59. 68 il 69
B VA 2R A K e A FL Sk R JE i 7 (long-term
high-risk human papillomavirus, hrHPV), 1fij
HPV6. 11. 40. 42. 54. 55. 61. 62. 64. 71.
72, 81. 83 Al 84 IHKNAL &AL HPV. HPV16 Al
18 JEHH WAL, 21 70% 5 S B Ny
%‘[53’55].

2.1 HPV 5 T #EZA

HPV & 55T T 417G, IF5 540
I3 73 B AN R R A R B AR . R AR TR IR
PR B E T, CD4' T 41 IhRE% 5 HPV H
FTHBIE R AEG 5. X F HPV IS 8 38 R i,
ik heHPV &G b R 40 i K 7% CD4' T/CD8' T 4H
O e A e = T - < i o W23t P S e i
RSV G g 1) R BN AN, 7E MHC/HLA [ &
FI 35 B R R HPV $i )5, HPVI16 %% & (4 ES nf
I MHC/HLA T ERaE 0] T 40 iS4k
PURFEIZ R 1(TAP-1) 0] LAE5E MHC- | S5HiJR4E &
fIRe /1, %810 HPV E7 & A nJ LLFEAK TAP-1 3R
ik, AR o ) G s ST,

H SR A PE T 410 (natural killer T cells, NKT)
HeE T Z0HAN NK A8 etk 2 5000 i
) 3 B P B 9 N . NKT 4 A 44 60 T 48 i 2% 1
CDI1d 2 25, FitHEAG CD1 FREIM: 2 NKT 44
Jf B B (P REAE . A PN AR SRES 3R S HPV B 14 41 A
A NI CD1d Fik /K. HEEHLH ZE HPVI6 7k
BEEE [ BS 55 P4 ot X B30 004805 i 4 B 1 (P D X ) —
o gt R A0 45 45 & B ) AR BAE, AR A B I
CDId #1&, CDI1d #& kMW 5 8t & A B4 1%
B, w LA 2 1 I 4 40 1) 770 4% f CD1d 1 3%
ik, Atk HPV E5 88 H 512 CD1d FRIAFFIA B T
HPV J2% G ¥4 i 6 28 LR 4 1 G 2 M A0S

R TR, Treg 40 Mo 7E & B M F i Hp ke B 22
ERT, Hoth2 5% HPV RS R 40 i i) 0
M. WHPV' = BEGRR b IR R i g dh 2, ]
DAAS I 2] E6 A1 E7 85 HRF 5 Treg 48/, H
BIINA, HPV BG4 b 7 7E J LR S =
Treg A 77 30: B %G, H hrHPV YL 5] i 2K 6L
G E BB N, dER T A=A, Hik, %
SRR () b R A MR ) T A G DR A e g
IR ES, (23T HPV RESFPEM Treg 3711,
#, hrHPV QL4 N, E2 SHE 5 IL-10 2K

(-2054 nt)IIF T IX 45, MM IL-10 RKIAKF
FE. mi7KF IL-10 BT DAAA 53 Fox3'Treg 4 ffl 22 fi
OSSR PR CD8' T 4 i AR . Treg 4
a1y R AR 5 43 W TGF-B Al IL-10, #ii] CD8" T 4f
A, R 4 i ) AR o2,

SR 25475 41l (natural killer cell, NK)J&#HL A& &
B PR AN, 1T 43 Wb 2 B R A0 A JR A0 2E AL AR
NK 20 Jif 75 14 IR AT TNF 253847 G 7% . NK 4]
MITE HPV SR G )46 B B R B A8 B B oG &
A7, [FIES heHPV 26 4% T 4] NK 4 0 7E 1k
H BRI HPV16 B 30 (1) A B v NK 48 i 32 1
805 2 A (NKp30. NKp45. NKp46. NKG2D Fll
NKp80) 7K~ ¥ 2 [ 1IC, T2 NK 40 fu 5 T %,
hrHPV 2% G4 ) 20 23 B8 2900 40 i 5 5 2 3R 15 S e ik
R 7 glee,

2.2 HPV 5#HiRiE 24k

W R 41 il (dendritic cell, DC)fE Jy # ()%
AP )E 4 40 M2 5 1 B g% ) B2, i Toll
¥ 5% /K (Toll-like receptor, TLR) 595 JE 4k, Ffi@
& MHC/HLA 4r ¥ di i 2id s T S KPR
R e e N . oRg BT b DC KA S
HPV 3 JUIR S AR A 5. {H 2 BE %5 hrHPV K4
AL, R DC A R AR T E 30 R
AR G N, AR R O RS, A DT AR
B, 7f hrHPV* ¥ DC 41 i CD80 1 CD86 #*
$.V G o e = S P 7 - R G VY - AN 12 B N
R 40 B 2% 35 hrHPV E6 B0 # hrHPV+ J 40 i 7] LA
il A0 JE 1 SRR 1 B A% 4 B 44k R T e 58 4 DCs.
B4 H I P IR G HPV: 3 DC 482 PD-1/PD-L1
F1 CD279/CD274 @ %, MIiAF T 400 %)%
Kid, FHOY HPV RSB T B N b R =
A G g 2. R H RT HPV 8 8 i ] Flog 12
¥ DC 40 (1) PD-L1 Rk AE 2, (HAIE
S HPV E6/E7 ST iEBA PD-1 SZ AR 55 m) LA
A RO A PD-L1 (3835, AT [A] $240E 55 E6/E7
F2M PD-L1 [ IE 7K P67,

5 200 B St A0 B i A% AR, FERLAARAS [
HEREE R T R ARSI Rer 24, BA &
FE RS R R T B TR IR At A L TR (] 5 4
F G 20 53wk (AL R R A R R A T 54
2 ffossd B R, R B R AR SOGB40 Y (tumor
associated-macrophage, TAMs). 50 & Bl HPV J&&
G 1) i 98w LA 43K B GM-CSF Al IL-2 AT {2
b 20 P o e M2 B AR M2 R A i T
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LLSrih % Bl IL-4. TL-10. VEGF. TGF-g f13& 5 4
JE RS, 055 Treg 40 M0 44 M fe e, (R
MAEA R IR TR R HE AT A A A R 6,
2.3 HPV S5HEHEX M A4

Ji R R R B b B PR A G R AT 4E AT i
(cancer-associated fibroblasts, CAFs) ¥ Z R J& T L
B AN P9 B A 8] 53 e A, 1) 78 JoT 40 M ) B A
Jed JE B 2HL 23 i LA T BT R 0 MBS . T 4 2
AL R A B h e R SR IR Y, Al 9 1 28
Y, il KRERARKE T, anil i w EAEKRE T
(vascular endothelial growth factor, VEGF). TGF-B
5. CAFs 1 5 M oA 85 h v 2 ey R A AR
M. % HPVI6 B¢ 18 U240/, FWEH E6 if
FIE T LLE STAT3, [FIES IL-6 {5 5% 5 &
W, FLFEEEE IL-6 Rik, i H 7 WA 55 73 Wk H)
75 AR TR R A B . IR R IL-6 AT LA
5 CAFs 3, ik 5 350 40 M i AL R L A,
24 HPV 54EAT

HPV &4 b e B4 a, MR R A fE ]
DI IS B 7 Wb B 5% s 7 2K 23 WA R R 4 B R - 3]
IR B . 3R 4R OE HPV+ E U R I
TNF-a~ TGF-8. VEGF. IFN-. IL-2. IL-6. IL-10
SR TR . B T 4000(T helper cells, TH)
AT 43 Thl F1 Th2 B, 440 505 JE AR N AR HL A%
i, Sl Thl Bo&, RH#EAERZE, EWFELT
A Thl Al Th2 #EEHIOR55 1. HPV+ &35 7
WA B R 7 BT LARD ] Thl SEEERAE G, AITTHT
WP R R LT 400, Thl AT R B S8 b
S EME], LA R R . BEAMIT I KL HPV+
Jist P9 Thl A1 Th2 #8552 240, R Thl FFE0E
J&£ B B .

3 EBF=

EBV J # (Epstein-barr virus) 19 # #8 N A 259
PR 4, RBEBREZRTE 8 MO,
W N R BRI B W 8 . EBV Wi &Gy 5
IR L RIE AR A AL Getth FRAZ E s 2. H AT 2
EBV 5Z MEIE M K E KB EVIMG, WMEFE
WRER . R R . BRI R S,
EBV A YL i 240100 B 4 A b g, K%
N EBV R YL J5 vl 3R 1538 B . R A
20% 1) JLE AN L 90% i AE NG id EBV i 757,
EBV B GL 1] 43 4 P AN B B 455 2R i 2 ) S0 R0 % AR
. EBV ZEEHPIHAT R F . dy =AY,

WFFL R, EBV AR P 030 B i (5, Tl 3R
LI 80 M EEE M, F 1M BZLF1 1 BRLF1
53 FAME N I BE R 7 F i 30 2RO ER R
) DR ) ks . W B 5 R g i 1) B 11 T e 4 2k 1)
JRIEIRL. — AN EBV ARGy =K
B G T8Y . WA I B A AR L T
R AR Y IR EBV PR #1925 5K A R IL,
DA 38E 15 2 S 2 RS . A AR I8
AL ERIT M, &E2 T8, BB RET RS
AR E A, BT R EEYI0R G 40 i B5 1k
ok A2 . W AR B G I R 18 EBNAL-6 Al
LMP1-2, I #13i5 EBNAL f1 LMP1-2, [ #{uz
15 EBNAL. fEMLZ AMEAE 75— NGRS 0 1,
AL S 1) i A5 8 25 2 1 5 AN R IA T,
3.1 EBV 5 T i#BEZHAE

T kA B 5 XS 5, B T P B
oSN 1 L N Y L T NS S Ei i )
$UJH (human leukocyteantigen, HLA)ZE [ $2 {4t 4 il
BES. REEANA HLA 2 FREZE, MiiE
Wr T 4H iR EBV 4L 4nffl. Hai 2 A7E EBV
REEHMA 3 MEASSRE HLAT RE: &
2%, BGLFI il P4 f# HLA T ) mRNA, M BEAE
I Mo 3R TH Y HLA T /K-F0. dR4RIE, 2 3
BGLF5 & ARIERN, TAMENLETET 90%.
i f Ak T 42 ) 24 A ISR B ShRNA J7 ¥ UL B3R
BGLF5, ffi 3Rk & T % 75%, (HASEAH W,
HLA [ RAEMRE™. HR, BRI, WHiEEE
BNLF2a & 53 N, J8 i il 08 ik F1 ATP
5 TAP E AWM &, Mii#i#l TAP (%18 1)
B, T4 HLA 5HkBE4S &, A HLA [ 7540
MR P8 £ PR, g5, MBS A BILF1 1
Tk 5 f 3R 2R 5 I [ 4 i e iz HLA T, JFad
TR HLA T M B A4 38 458 5 A2 11 o 5 . ¢
i HLA T %) 3 F 2R (178 EBV 2 5 1 0 2 5 i i
A AHIE, W REAEAE—E RN EER, (R4
ghifmsem 7 HLA T #2428 R E S5, MIfi ks
ik CD8' T 4HfE/KF, {2k EBV [fupzikik. EBV
AR EBNAT & A& R M@ T H 2R - AR
A MK IR EBNAL #8198, 30 19S &
FI B AR . IX— SRS B DR A /2 2 1) EBNAT LL4E
FRR R R4, (A PR R T el o s 4 2 1)
RE R /M

T-Hi CD4" T 400 [FIFE & EBV b 552 i
WL FE ) B R 2. X EBV KL B
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ML, HLAT &3RIAEGE EBV £ 57 CD4' T
YA, Ik g R A B RS R B A A, BRI
FEWOE CD8' T 4H Al B 40 %t 5t EBV 4L, I
IREE R CD4' T 4H e EBV B gL 2 i
R RIEEERIMER, BAME EBV AH 5B
Jm B, CD4' T A ThRe A e sk iG. Rtk
EBV i # K HL 2 Tl SR W& T4 CD4™ T 40 il %0 9%
EBV i m] Ll iT gp42/gH/gL T3t HLA 11 41 i 5L 3%
THFEE. gpd2 B H AN AR EBV HE 41 (1) %2 1
wE, HEd5MMERE HLA T 45-A B H S
T A Z R EAE, #H] CD4" T 4G L™. ik
SN HWE A R B gp42. gH A gL A1 E B [H) T 48
HLA T HiJi e 2 f8. 2% 2 6 539 BGLF5S & A
A LA B A 40 B P9 HLA 11 #9 mRNA, H 5 m
HLA Il [3RIE®. [ 7 XL EH 520 HLA I 1 2R
F4h, HAbM EBV & (1 a] [E 8 T4 CD4" T 41l
Gags . PEARIE AR ) F 1 BZLF1 240 IFNy {5
SES, WA E CITA B3 TrRwEE, S5
HLA 11 3215 i BRI, e #ff 95 & 3 BZLF1 7J LA
T kP E B 0 ) BE R M HLA T1 [ 3R 38 97,
EBV it 1] LA 4w 65 IL-10 () [/ 75 & (1 BCRF1, A0
IL-10 1E A0 98 B o] $ik) A 5 CD4™ T 4 M 1) 2h
&, BCRF1 tHA] A ISR 58 RS,
3.2 EBV 54paEF

2 i 08 2 P TR 2 A4, A R T A A
P Toll FESZ4A& . Bl A TFI16. ¢GAS #1 RLRs
S TS ARG I B S S L 2 A SR YR P 7 SR A
MRS TR, FFENRRES, HEFEE R
F T4 &K T IRF3 B IRF7 1 NF-«B 0%, 74
N ARIE . PUA TS RO, R OE
A PSS, FerELEE A3 W R 5% 4 i T RS U
RN R T TP, A iR oA ss . &5
EBV & A= 9a] LA A3 4 4l i IR 7 AR A, G
T 40 4 WA i) CSF-1, ] sl 38 s &40 g - 1 A
53 W TFN-a. EBV* 4H i 0] 73 WA o] 5 P 1 CSF-1 %2
& (BARF1). TEARAMSE5H X 3L, BARF1 7] 5
CSF-1 54 5 80 IFN-o 7K 25 71 F o0, 7E 4e i
WG, % BARF1 RA G, 2 BRAKHIR
JEL N B () S B8 /. AR 1 BZLFL JE i i
T SOCS3 il A F ik, #m JAK/STAT {55
S, BRKARZYN AR K IFN-o. B4k BZLF1 @
S0 IRF7 #5%, M50 IFN-o F11 IFN-B 1158
AP JRIEIT ] NF-«B 1R IA Jk/> TGF-B A2 pk
TGF-B & kD B R T PML /ANMEFIFE R, AT i

— R A MU B R Th e, 2 &R BLLF3
S b9 1Y) dUTP Bl 2 1 ] DL A0 ) bk 2 40 Mo i 189 5
5T = A AR 2 M4 B R A IL-10 K% D Rel.
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Abstract

micro-environmental factors including immune cells and cytokines contribute to the biology of multistep

Human viral oncogenesis is a complex process with the multistep nature of oncogenesis. Tumor

oncogenesis mediated by established human oncoviruses. Interaction between oncoproteins and tumor
microenvironment (TME) usually leads to immune suppression, thereby promoting cancer development. In this
review, current status and perspectives of the research field in the impact of oncoviral proteins on TME are
discussed, including Epstein-Barr virus (EBV), high-risk human papilloma viruses (HPVs), and hepatitis B virus
(HBV) respectively.
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