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Effect of type 1 interferon on the inhibition of carcinogenesis and progression as well as its mechanism
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[# ZE] [ HEFIECinterferon, IFN ) EAG HUARR R E YL A1 & H AT RE , B M TE UG B So e b 28 Pk #5 CEEVE . T 4E ok
PORIEST R B, T B9 TEN ZE40 ) B & A= e v o e 2 B 4R D, A0 368 6T Pk 988 &40 e ) e 30 kil VP, LA Rl o 8 s e e e 6 98 1o
SR I e e R R . A, T B TN 32 PR AR TG 97 A% B2 - B, Lok g e Ak 7 R e e v6 97 45 14 1 v B A i ot
YEH . WIEF, T 2 IFN J&97 O ASUR It FO 28 BIVE 48 R e 2 TFN 673 T 0Bk, ASSCaR T 1 Y IFN 5 e A %

& S HUIIRE T B T I AWk R S T i s R
[ I ] [ BT T M s s s ST
[ HE4 RS ] R730.54 [ SCHtdRIRAZ ] A

T ZE( interferon, IFN ) ELA #9575 &2 il FIHK
AR BRSO T, DRI FE B0 7 K 4R i g 28 h
BAESHAER o TEN J&—Fh 43 306 29 20 it R, R 4
HAZ R R 5 5 AR AT 40k 3 26:(1) 1
®IFN, F E AL HE IFN-o IFN-B IFN-g 1 IFN-w;( 2 )
IT 7 TFN, B IFN-y;( 3 ) M %! IFN, 224035 TFN-N1
(IL-29 ) \IFN-A2( IL-28a ) #1 IFN-\( IL-28b ), T %Y
IFN #1, IFN-o H1 IFNAL-IFNA13 3[R 4 55 7= A= 1
IFN-B FBAJE R g g = 2 120 &Y IFN 7R F0% #
RIR P B R o B VE . 76 1 2 IFN
PR R R EE BN T B o3 AT LA KR S 2
i 2% T L P R S 0 A2 4 DR A T R R s
ARk A4y T & TFN, T 8 IFN 433 )5 5 40 g
MW T A IFN ZARG5 &, Hd [ A IFN-o/B 3214
1( IFN-o/B receptor 1, IFNAR1 ) [/ i — R k] 5
IFN-o Fl1 IFN-B 454 {05 IFN-B Y5 F1 7 B8, i
IFNAR1/IFNAR2 58 — SR AZ AR AT DL 5 4 Fb 1
RUIFN 454, 1B IFN 52K 855 15, 16 T UiE Ja-
nus -5 5 5% 515 5 S P06 138 5% Janus ki-
nase-signal transducers and activators of transcription,
JAK-STAT ) &4 ;A7 = 38 %, W0 MLy — R 910 1 3
IFN 75 S FE H( IFN-stimulated genes, ISG )33k , #E11
JeAE T R IFN 000 B A W2 i fig 00, F AT & B,
1 B IFN EH0 15 AT vh 24 R 4 B PR .

1 TEIFNIHMERELZRE

[ B IFN A] phy 22 Ff 4 i 7 A, {H 32 ZOR IR T 4
REAA, JL 5 AR LY IENR 456, B0 T ilEs 5
M, FE A BE ISG A 2k, B HE 0 ) iR A A R
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J& s oAb, T BY IFN 36 AT S0 HLIA S sie R 48, M iE
AT IR e I A o R
1.1 TAIFN 89/ %

I A TFN AT i Z2 R0 Ai A1, 4 W 4 . DC
IR L2 | L e 40 B N BT A A A . R AR e E A
Mese T AU IFN (EZDRIE ., 2K AIMERE DC( plasmacy-
toid DC, pDC ) [ Toll #£5Z & 7( Toll-like receptor
7,TLR7 ) Al TLRO ## RNA s DNA #if )5, nf
PEAERER T AL IFN, JE RN T B IFN B 3 200k
P57 BERE DC( myeloid DC, mDC ) a] p= 4 T 4
IFN, 72 NJRAE /N BB RS 2R UL 2 polyinosin-
ic-polycytidylic acid, poly I: C )R] . &% T mDC j= 4
TFN-o o BEAh, FERSR Gere i, ML P 2 RNA
U 3Z A4 A0 2 182 2 R 26 11 1 retinoic acid-inducible
gene protein I, RIG-1)PA K R FRIEMEAHCEH 5
( melanoma differentiation-associated protein 5, MDAS )
WA G, AT A S T W 2R AR BT 2 2 1 ( mito-
chondrial antiviral-signalling protein, MAVS ) Fil TANK
ZEO I 1( TANK-binding kinase 1, TBK1 )#ifii i1kl
HIFN 38 5 A+ 3 ( interferon regulatory factor 3,
IRF3 ), TS T 5 IFN 925 M40 0O
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1.2 1 & IFN 2843 5 38 24 64 B A 3 4] i 8 X &
K&

[ 79 IFN ik e AR )5, w] LA B4 - i 4
JL, S S50 R 40 L TFN 00 15 5 JAK-STAT 3 B%
HIE AL, 175 S R A i — R 81 1SG 3R 3E , 1 L
BSFIEM ISG KA T IFN 1Y B A= Y2500 , I
5 VAN 0 R R 2 A AR e o PR VR . HRAIF
FE VR, 1SG v TRFT A 3044 iR % 2k R v &
FEREBAEN, R KA BEAR T 230 1 A IFN 7=
Azl T T R IRN (8 5 TR R B L R 5 )
AHIG, 7E IRF7 5 L B 98 200 i v 5058 63k IRFT7 5§
TS TFN-oc P10 151 2L B o 9 /0N BB 760 e fiebofs 24
W EH . TEM LR M IENART 45 5P B ok 04 /7
SRR S AR R Joe/ A e RR A9 azoxymeth-
ane/dextran sodium sulfate, AOM/DSS )55 5 1 /N K&,
i e 2 A S S G, i — 2B T IFN FE 45
TR AT AE T, STATI J2& T %1 IFN 2500
B EE T EENGE ST, T8 IFN 540 MR
M2 ARGEA TG, S35 IFNARL AH % 09 5 H B & R
PR JAKL 36 1k, JAKL #9396 £k ST 3F — 2 36 1k
STAT1 Fl STAT2, JF45 G R IR —RIK, AR5 5
IRFO 454 , AR 8 1SG ik, AHFE 7 & B, #fe
WMEZERBEEREWILREAL P EARE
STAT1 , 1M STATL B 8 /N B RT B & 7 A8 MR
ZARPAYE R ZLAR bR, AT WL T RY TFN 240 15 5 38
o STATL A& AT T4 6 isd LA 2T hg. -
I FE LS AR, IEN 250015 5 38 6 114 736 AL AE 310 il
s e A e R EEAE AL 1),

Virus
® ® _ [FN-o/
TLR palhwiy RLR pathway e ® op
I TLRI \ i IFNR
{ \\ RIG-/MDAS [
] : Tyk2
Sy MAVS
Endosome TLE s it
/mih]chundri:m
et Pes Tk
IKK-£ ovaE
*
IRFaIT
- IFN genes PN/ ;
[ { Proinflammatory 3
I"- \ cytokines ISGF3 TRED /
ISGs | o

E1 1&EIFNWFEERERMNESER

1.3 1 A IFN i@ it %% 2m B & A2 500 78 VE R

I B IFN R T B30 F 7 g 240 B O & 4
T AL BEJR T A T REAE , U 4E R i AF 5 520 3%
B, T A IFN SR VEF FHLIR G R 40, it TE AL he i
Je8 R PR NNy 24 2R T 490 ) e JpE E i€ . FE IFNAR1 5§ IF-
NAR2 mil a9/, 2R JH (. methylcholanthrene
MCA ) 589/ BRUEF 4t PR ) & A 25 3 2, {8
¥ IFNART SrFa/N BRI 57 A 1 25 4 R 21 21 5%
B B A RN B, IR DR BB TS, A 240
AP CD8 PHE DC 14k TFNART A, BAE A i
HAA T LIAERE = dt M, T & IFN 7£ DC i
PR BT IR Y 28 Xtk 52 A Ak CTL w4 5 & B4
FH , 25 T S8 SR T g 28 I 2

FLRG I B T B 2 5 ) B K U A 6 1 O )
B, AN REURE RO i s B & B, T A TFN
ey el 3 KT RN R W R ok < S 1 = e 2 s AR =R
it R 3T IRk . dE— R st R B, 1 AL IFN W]
/0N BE A R A T i e B R 0 7 40 BEC myeloid -
derived suppressor cells, MDSCs ) A% & /b, HXFF,
PREAZL S o g A SURN il 2 21 MDSCs A4 IF
S 5 [R] B, TEN A AT /) B NKC 28 i 4o
B2 T, T X AN iR 2 R A 21 4 NK 41 g
BT . AN, AT 8, NV B P NK
200 it A L AR A 2 25 rP A NK 40 20 P A IR
R B 2y 9% TEN 3% . Ll iFse 45 S R W, TFN AT
AT D G2 1 ) 200 A 0 ) s ke A% 45 4
i 48 5 R A0 55 Sk A 0 ) e R 5 A 1 1)
e, ULAh, 1 Y IFN 38 0T DAHD ] Treg (1438 5 1 i 4
BHBA SRR i, AR B 7ERL
i BB R L SVIZ I Y pDC S8R pDC AN, H:
£ TLRO Sah A N Joik ik T A IFN, T &Y IFN
1R A B 2 T A2 8 IR T R 358 TP Treg 40 A A 38 7
MiFMEME T Y TFN 7] DABH W Treg 40 A 7 1Y T 28
IR R T B TEN 00541 Ji s S BR 55 v Treg
N L35 19 53 T-HIL 0 A BB L (B 2 A% T 29 IFN 78
) PR AR PR 5 BT A 1) g g2 ki v 2 47 T B
YEH

2 I & IFN 55 0EiaTT

2.1 T A IFN &9 AR08 4E R

H T IEN ZE40 i s % b % e vh ke ¥ E LA
FHLIEN E 8 T b 0 s RGBT . 7 H, TEN-
o FEPRGIFVA P 387 T 400N P 4 ML R A9 38 90175
ST, TR I — g A TR N AR R AT R A A
SMMC-LTNM H [l REfS LIIESE 2 tesh, WF5E > %
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PR, Bebvfed YRAE R F-AH O 8 T35 S FCAARC tumor necrosis
factor-related apoptosis-inducing ligand , TRAIL ) Fl F
KPRL A A I3 ( promyelocytic leukemia, PML ) 45
ISG £ IFN-o 175 5 11 JH- 963 200 L 0 1~ v 2% 4 O S A
o 1ENHF TN JR97 I RS> 2200, 7E miR-
26a W T & T, TRN-o 69T BE WS & # Bt MR 18
IR R R A2 . BRI, IFN- VR YT 7E
L R iR A T A T EL A Y R AN
2.2 [ #IFN 545

B RALYT ARG PR LAE R 7, wifE B Sy
f9/ N BT R A Y v, B e R BT AR BEL T TFNAR, &
RS 20 368 oIR8 (0 AR 8 S 5 e )
R, IR0 B B A IFNARL 78 B AbyT
2 e 1 e v B AR . BT 2]
DIAE S I 20 5 RNA Xt TLR3 (93805 , #F 2
#E T A IFN B3R5, JFd ik [ 430 F 5% 43 s 1 7 =X
S g e 1 IEN SZ AR 25 A, ik i 4 22 b 738 40
HISG RIE . XA FRIBN 1SG B & 45 HAEm
il e TR 40 B 38 2 4 A R A1, 38 B 455 dn e Ak TR T 1
10( C-X-C motif ligand 10,CXCLI10 )% #a kRS
G A TR RS 28 iR S 3, 48 T R TR 85 v e 4
ITEH

BEMERZ( cyclophosphamide , CTX )& MK & 4t
i e RS AR AT 245 v I R R Tz I B4R R 2
— HCOTFEAUAR NG &AL HE T B IEN £ 9 1) 2 Fh 40
DR 70, I & HE SR RS VR . A RFSE Y &
P, CTX A[E Sk [ A IFN, BEMifE BEiCiZ T 40
A IEAT CD11b " & 40 M 0 0TS, A T 8 IFN
FEARTE DC W3S, i Re A RS BB T 4 e 3
O A BT Ty B B A AR A N
CTX [ S 20 M7 ¥ AT A 280 b 0 o) Py a0 e, A%
FEAER T B IRN Rk R s — e EH . Ik
WFFTah R, 1 A IFN 26407 250 5 P R 2L
I H HLA T AR R
2.3 [ B IFN 5557

LG W 5NN, Jey i B 4k A B ml 5 e ST
DNA 51073, A% e 20 e 7= A= B R O fEH .
MEAEAHIFFE I, X iy 355 7 1) 555 £ R 550 T 33 £k o
PR T 4N IG5 T 41X R R T g
[ B IFN 7R R EARH . A rse ™ &3, 1E
/INER BL6 4 fap SR 4SS 50 v Sy S HE G g T AR i T
AU IFN A58, Emife s Iy =i DC Y28 Sk &2
fRHE T 40 MIE 1k, M Fp s AL RN 7E IENAR S BE 1)
ANERHTE O, O HLBRJE TFNAR 2 )5, JRy il 5 48 A 5
Xof FfrIeg 8 R A 25y R D055 o B /N BR S 1M o

JABC b I B [RIAE B GR , R A e 7 vk AR
T 1 AL IEN FC R i 1 24 & s AR . F
FEL B G RS TR B 1 iR 440 T R Y
DNA Al 4§ DC N ¢cGAMP & W ( cyclic GMP-AMP
synthase, cGAS )25 & FIUN, I 0] 774 cGAMP, J5 #
5 STING 4545 J& vl #00% TRF3, JE i i 5 7= A4 1 7
IFN, T %1 IFN s A 23 WA ak 55 o3 b 1 05 s DC
(1 TEN 2800 {5538 % , 4R iR #F DC 1238 Xk &, 1l
T 240 Jf 35 B A BT R R0
2.4 1 RIFN 5 #F R 55 6 77

IO RS [ 245 05 R A% 0 e e 200 e 8 1 4 1) 1
oI 240 R 7 ()42 235 47 9 A 2 i 2 2 ) A
UMY . M Z R E A HER2 Y 5 s BE 47T
A, X HER2. B i) 2L B i 5 i S Pl i 35
HER2 Tl {5 538 % AT 0T 60 465 85 i 1o AL -3 -0
fit}/ £ H 3% 1 B( phosphatidylinositol-3-kinase/ protein
kinase B,PI-3K/AKT ) 2424 5 16 A6 25 1 P4 mi-
togen-activated protein kinase, MAPK ) A} NF-kB %
O AR IR AR K DU A 2 2R AT
it BT HER2 A9 475 38 40 i g | ] sf o, m] A
PG Fo SZ ARS8 1o 40 i BE VR FH A% 3 e 4 el

BEST ™ % B, A /N BCEL AR AR o ot 2
PREAHTAT BOIE NK 40 M, JF AT 28 MyD88 4 i 1)
TLR {5 &3 # A #F 1 A IFN [19 3R 3k, #F 1% 1k
CD8 " T 4l & 45 B g /= 1T, T IFNART Y 52 5 [
PUATT LA HER2 S48 g 143697 7E L 1B
I A IFN 75 it Z 2R P ety 7 2L th L 4 2 i 4
HAEH

FHiFEJE( sorecurenib ) & — P Z S 4 ) 1)
HATHpH VEGFR \PDGFR LA X Raf ¥4, 7T FiF3h
I7 R R AN HOIR BREE o R BLAEJE B I PR B ]
300 2 v B s P R R0 3 T T T 2B A RN AR A A
1 (B A7 A 50 42 2 A SRR 2 R VE LTS 245 LR T
2 ) OB B . I R 7 R B, BB A il
PIRRSE ) 259, B T AU TN IR 7 56 B 0E B 9 1097
RCEWIE, T T 2 IFN 72 b n] gk 45 8 2 AR A
HAGA A, — 5, 1 A IFN A] & 48 5T 148 A= A
s 55 —Jri, T B IFN Al R RS J8 1 Dhig . 78/
BB cp ffF g 00 R B T B IFN AT CTL
NK 4 08 3% 4 , T R B AE e A AR o

AR R P PESE TS B4R 1( programmed cell death
ligand 1,PD-L1 )J&—Fp G i ] 8 45 43+, H 532
1K PD1 255 A& 3 30 i 45 =, M4l CD8 ™ T
ALY HG 5F , DATTAIR (i i g & A S pig ki , R PD-
L1 B4 3G 2 470 I e o 2 1y 24 vh LA H A
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JUEAWFIE T K, IFN-y T LLiF S i e 40 i = 2
ML PD-L1,{H T A IFN 275t 0] DL B R 5 i i
SRR I PD-L1 M7 A 53Rk, HRTWFRA
L EERANAUIRG . MAE/ NSRRI A
FHH PD-L1 HH0IEYT, BH I EGFR 411
IFN-B J& , IR A8 O T 40 S 07 0 g 9497 97 3%
PRI 2T, fh T T &Y IFN 7 PD-L1 541
IGYT IR AT e R U IR A A0 B AR RRAIL
WAL AP R Tk — Ao 77

3 I 2 IFN i&77 bR AT m i B Bk &%

3.1 1A IFN 3897 AR E

AR T Y IFN FE IR 53R G0 3R 7 Th s 7
B PR S A ABAE SRR YT A
XF T 7 IFN J5 97 A 57 0 SO | i 5 43 7B X
IFN JRY7 JCH 78k PRk, 3R IFN J7 84 7 A 1)
Oy FRREEY , IO 36 Y TEN 36 7 85088 80 i g
FEHATHRLIGYT , 26 Mg A AL FORS HEIR T B A

FE T 8 IFN A 77 I8 0 I PR 55 v, H A& 30
SR miR-26a (XA A B E X IFN-a J7 30K
I, 1 miR-26a R ik XF IFN-o JGI7IEAKL, I 4RIt
T2 miR-26a BEUSYE N TFN-o IRYT Y7 2L
A A A= W0 hn 54, (B miR-26a 445 IFN-o J7 505
PUHI E AT ASTEAE T Bedbh, B oe & 3, T
TR RIG-T 285 1Y BB X F IFN-o A7
JE T RIG-T AR TFN-o JRYT JERL, I H. RIG-
1 GERZIM I 19 STAT1 AIBERRIL IS Lk 2 5 TFN-
o BUNAE 5 BTG AL, R, SRR AL 4R RIG-T
F) IR RENSVE N TFN-o J7 50U A A bR i) o
HAR, HETARIL T X BEAE S T IFN 57 %% 0 A= 0 b
B ABATY SR e = AR i 3 26 A W b R ) O T 1 RS
PEIG R BIE 5T , 3 26 25 W b5 25 9 1) i — 25 03K o
IFN RS HEIR 7 BT DG
3.2 1 ZLIFN &Y o9& 47 ) o2 &) 4F )

S IFN HAG P00 5 o e iy 4 2
Dy HIELAH T AL IFN 4= B0 FH T S 850 s- s dn il , 5|
Rl e = B R (RN 2 AR T N = A Rt 1
O R e 1| R VAN T R e o S (1
A% IR VR AL D) AR TR AR AR, DL R B AR
R R VAT AT AT I B 2 i mE  x s
FERIWE A — SR Lem T IFN MR H .
I TN ) 38 sl 8 1) 4 FH - Jiebofid S A 58 2 Bk B i
IFN VRSP A I 5 )

— e 1 Y IFN 5 A e bR R A, ff

Z RS AR F T BhR ol e 4 . FEfTIRE /N B
BEAY SRR iR T 7 B B A B B e
BB 2B G - BB ( cetuximab ) AT ] FIE YT
EGFR BHEAY I 6 IFN-g S5P0Z & Ayt & 5,
AL LATE /N BRAnT SR ABE TR v 2 400 o4 VY 22 BT 24 i
AR T e A 3 A ok 0 Ak il
HAIR T A TN, n] 52 BT A 1 F ol 2 fa e %
o7 240 B X IR ) A7 o 0 9 200 B P A & S 565 A
Je /N FRUR P S 56 v, 260 35 PR 4 i T 63K TFN-o 1Y)
NK 24T+ T A i s AR A -

IFN-o 7E I R b8 697 B, B4 5 0 H
(AR5 RILVE DL R g0k o el 249 IR 26, H i iE
GE MRl B T 2 2 R AR T A TFN 3
PR A S 200 M PN, E T TN 1872, ml 3
ORI R I L2 BIAE D, S s R R R T 28
IFN Fr 776 11 [ S A0 7 30 0 S o b, 3 3k 9
BRI AT LK T AL IFN LD S5 A R 40 Y, jx 8t
77 AR AT LRSI sk 00 T TFN 4= 107 FH i S 20000 75
RIVER , I ELA e I R R A5

4 & &

T 2 TEN B AT B A FH T by 200 A i 0 of G
BB, SOnT3E AT T A G 2R G R DR RN .
JEANMI Y, DC A5 2 40 i 3R 3k 436 T B IFN =, LA
H A A5 ) )7 X5 IFNAR 254, PR30S 1
R IFN 300 {5 5 im i, 51 & — R 5 1SG ik, i
REPUMEVER . (F&, T B IFN 20015 53 i 1
PHEEHLAHD, LR T A IEN X fit o i B 555 v 45 A 4 28
21 it SR A AR E R AL, H BT T E— 25
%o BEAN, IR IEN e ity b, SR I P RCmusl )
S FAREYIE TR IFN 572K, DL K el 5 g
T GEIRTT R VR YT AR BC A, MR SR J2 bR e g2
TRYT ST S Y B ZERL 2 (L, TFN eI 97 i ik
— e UL, W A IR 25 B IR T R 1 A
B,
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