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Roles of RIG-I in tumorigenesis and progression
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[E88R]  4EFPEA S EE-IRIG-D ; 8 & A R ok i R 9R fhis
[FEIZZES] R730.2 [XEFRIREE] A [XEHS] 1007-385X(2018)07-0742-05

% H R 15 5 2 K] -1 (retinoic acid inducible gene 1,
RIG-D X #x DDX58 (DExD/H-box helicase 58) , J& T
DEXD/H 51> EZ A T A s, th 925 MM
FEPR VR FE A R, B N g 2 N 81 52 1 R A B0
1 %% 3 (caspase activation and recruitment domain,
CARD) . 1> RNA fift 2 ie i (RNA helicase) 45 4 35 A1
C Ui [¥) RNA &5 & &5 F 4. CARD #8553 = 2 41 I
TR G S R E RIS OLS , Al R iA
% 25 RS AR R A 3R 4 43 W T AL F 3 & (interferon,
IFND o RIG-T F o ] 35 73 3 2240, 25 il i e 1y 45 Ay 38

[ -VI, 1Z45 038y DEXD/H 5 AR 57 25 1 35k, oo i
W THE il 25 R 3 T 32 % WALKERATP &5 & 25 M4, L
RAL 2 FHRIG-T1IIRERI R IE . Chi Y RNA Z5 5 45
P& K20 170 AN SRR Ak Ak , 3 =) BRI 15 B¢
RNA, i 3K 12 25 fo 3l 25 #0102 IR 4 15 2 1)
IFN 1A , DRl 10 12 25 ) 30 0, 3688 5 e DA R R % 410 o) 4
F1, 7€ RIG-1 # SR A W, % 45 13805 CARD 45 #4935,
FHEAE R, ] RIG-T #3546 RIG-1{E R HEE K
B GRS Ak 22—, = B w] HRGH L N 6 B RNA TR
SR T i B B R R S BB 5 0 B K AL R
WSR3 5 RNA A1, RIG-1IE 7] 456 22 Fl ] P51k
RNA, #14#/)» RNA (microRNA) . /MZ RNA (small nu-
clear RNA, nRNA) LA Az 5843 N IR I 7% 5569 2 RNA
5, B4R, RIG-T7E HoAth A= B0 B ok #2 vp 7R R %
SRR R G H R AE MR CRLEE I 5 G i eg A
Z PSR KA K e, DL RAE I e i R (AN TR BY
B, RIEZ AR

1 RIGINSHHIHRERAREESERE

PAAE AN 9 TR 4 5 R 3 32 4 RIG-T ZE LR 5 9

T A 1 72 AR 1 XUE RNA (dsRNAD , H i #F 785958 B
5'vif B3 B AX PR 55 RNA & RIG-1 1R 1) 32 22044k
RIG-1 B89 75093 2 RNA K3 ) 5' = BERR B 5' IR
A . HLAR YR YE RNA BE8 % H 2 #0720
G RIG-1R ), B AL 44 B £ 34 1) RNA i 4]
WA 5 — B RR B, (H 3 & RNA RIS &R Z(E
N34T B U BB , 0 mRNA 7575 57 b iE AT FE A&
A A2 VIRNA 75 225 57 91 (1 BY U] A% B 7K RNA
W E MR E AL AE. Hik, fEIEFEH I AL
4 B B RUE ) RNA S5 A 23 78 40 1 5 3055 RIG-113
5o RIG-1 3= ZLIRE A1) ()94 75 6045 7 02 0 B (newcas-
tle disease virus, NDV) . 7K #d ¥ [T % 5 5 (vesicular
stomatitis virus, VSV) il 5% £ (Sendai virus,SeV)
T 5 (influenza virus) Al H 2% i 8 77 #5 (Japanese
encephalitis virus, JEMD &5, RIG-T ¥ 7l /% £ RNA
J& > 5 IR T A RLAR R 1 4% 2k 73 1 IFN-B 2 3))
F I 3% #% (IFN-B promoter stimulator, IPS-1) &5 & .
IPS-1 IS5 #6015 N i ) CARD X A (8] 1) il 2 B =
£E[X 4 (proline-rich region, PRR) DA K& C ¥ty ] 7 43, ,
Hh PRRAE T PIANAT 5 TNF 524440 5% 5 7 (TNF
receptor-associated factor, TRAF) &5 & [ TRAF &5 &
¥ %1 (TRAF binding motifs, TBF) , Ml & i1 2 5 7
IPS-1 fELLRIAA I E L. TPS-1 /] CARD 35 RIG-1 )
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XL CARD AR AR, AT AE IPS-1 3% 4 , i i e C
A [F) TRAF 3855 TRAF3 &5 &, i AL R UiF 2 26 )
{55 @M — 2 IPS-1 5 FAS #H X HE T2 i 15 (Fas-
associated death domain - containing protein, FADD) .
caspase-8.caspase-10 FH EHAE H , W0 R AZ 5% 5%
T kB (nuclear factor-xB, NF-«B) {5 Sl i , S HUE &
i 20 B DRl (R RE I s — 2 TRAF3 48 55 HF Bus i 4
IKK #H 53 , B TANK 45 4 3 5 1 (TANK binding
kinase- 1, TBK-1) F1 IKKe , } 1fif 3 % 14 1% A4, TFN 1 59
“F 3(IFN regulatory factor 3, IRF-3) Fll IFN 1 7
“F 7(IFN regulatory factor 7,IRF-7). i%5{bH IRF-3 Al
IRF-7 % Ji 1 IRV B 8 — SR A4, 2t 1 A A% 55 TFN Al
¥ = B JT A (IFN - stimulated response elements,
ISRES) 4 &, MM 4145 T B2 IFN [ 5211, R,
RIG-1 B3E A0 B W0 R Ui 15 5 18 #% 32 2 m] R
R TR TEN A GAE PR 1~ 1 2, AT ZE 09 75 R 28 4
P2 N R PR AR

2 RIGIEZEBAHZIBEHINGEITE N LA ZERIEH

RIG-I &5 H (1) D) 6847 15 52 FL 80 1% S5 A8 10 1 RS 7
W, W2 B2 w AR OB LB 1SS . RIG-T
(1) 2 5832 A A AR AE H AN [ A 5 K63 B K48 142
()22 B2 K ALIB M , 76 RIG-1 35 A0 A BR A v o 4% 5%
PIRFEAEH - RIG-T IR0 52 2 =R 7 8 25 (tri-
partite motif containing 25, TRIM25) 1 ¥ f§ & H
(ring finger protein 135, RNF135)72 R IE /- T 1
K63 £ %z Z 5% . TRIM25 £ RIG-1 [ CARD [X
172 7 81 28 IR 5 5 K63 3EHE 1z AL, T RNF135 /£
RIG-1 ) C % #2347 K63 % 2 1972 2 A", Mex -
3RNA % & 5 i B 7t C (Mex-3 RNA binding family
member C,MEX3C)tH /& —F E3 1z i H i , FLREWS
i RIG-1 /) CARD [X 48.99. 169 1/ [t #i 2 R 13k 47
K63 ¥ 17z F Ak, HF H0E i IFN 3R, 31
& 1 B B R AR e % B EN [ G, TRIM25,
RNF135 PL K MEX3C %5 E3 72 &R IE Mg #R vl i ik K63
2 MR RIG-T J H A T3 BP0 88 K 48 it
5P A, T K48 T 1) 2 Bz A R 5 A
BERIG-1iZ AL B MR AR o WF TR R B, R AR s
41 Hfw 55 3% THT 1) Siglec-G 1 #4155 SHP2 F E3 12 K iE#2
c-Cbl, {2 c-Cbl /- F 1) RIG-1 813 47 i % & (1)
K48 iz B, /5 RIG-1 172 RALPE MR . I 5 JK
Jen] DL 3 B3 72 & e FAE/WD 5 5 38085 11 7(F-
box and WD repeat domain containing 7, FBXW7) M\
I A% e or 22 20 5T b, d I /2 4 SHP2 (1972 AL F%
fif 1 YR SHP2/c-Cbl F &4, 34 38 T RIG-1 25 H ) £
SEM, AN, K63 252 3 A Sk A R 25 A Ak R

M (cylindromatosis, CYLD) 72 2 5% M Ik I 3 Cubig-
uitin specific peptidase 3, USP3)F1 USP21 & it 2Bk
AL RIG-T 1 K63 K734 4% 132 3R 71, BE T S 7] 1
5 RIG-115 5 I B (135 62

RIG-1 % [ (1) B AL & 16 7R B 7E FLTh B AT M3 vp
RIFHEREEH . & A Calprotein kinase Ca.,
PKCo) 1 PKCB 72 3= A7t 57 RIG-1 (1) 8 A7 s 22 2 B2 Al
170 37 55 75 52 B 5% B R A T Vg o 2 LT 52
IR B, PKCao/B A3 1 RIG-1 R BR AL e % 41 i) L
5 TRIM25 K454, 3E T 40 RIG-1 9 K63 12 = AL
b, AT 41 1) RIG-1 A5 6 TFN 334 o PR b7 441 i e
IR, PKC-o/B 15 T 1 RIG-T B R0 42 4 HF RIG-1
FoE By b3 | R S OB L . RIG-T V&1L
952 3 3 [ 38 45 (repressor domain, RD) it 1 iR {4 1
. AN SRS, &8 H U 2 (casein kinase
2, CK2) AL RIG-1 770 A7 1 () 75 2 12 LA B 854 A1 855
L R 22 R R R A W R AL, T 4 40 i 52 21 RN A U B¢
() JR G IS AT DA TR 25 B8 R AL, , AT VRIS T e PIL A 25
F T IE A A, R T T R R
M 1o (protein phosphatase, PP1a) fil PP1y /i 5 RIG-I
{10 Bt i R A A ), 13759 TRIM2S 45 45 RIG-1 3 )3 3hiz
FALTEAHERE , B TR P 85 T E B R A

SHrT A 7R % B, RIG-1 2R A Y 2 Bk A A8 1 th 78
HohRe b k¥ HEAEH . 1EH 3 B I
o, 418 I I 2 6 Chistone deacetylase 6, HDAC6)
5 RIG-1 R A8 454, w] 2B RIG-1 909 f7 #i 24
T2 1) AL AZ 1 , 38 5% RIG-T 18510995 25 RNA [RBE T
M A 2E RIG-1$70005 B R 98 e 9% N 545 5 18 B 1 0
o RAR A 41 i 7 HDAC6 332 ) B T S 803
X RNA Jii 55 B0 B8 BB RS , 16 DNA i 25 1 5t
T EEAE S TR, I Ah 5 B AR /N BRAH B, HDAC6 2
DRl f Bk /0 R ) 52 1) RNA 3 55 1R 86 e , DR Dh Ik S
PR T B SRR WAL/ 2: £ AL B AR
RIG-1 Dy RE P B R8AE . 2498, 7E RIG-1 R 1K
FEAH LR, 2 Bl 42 WL 0 48 e s A L
M SR AL R B 25 A AR L S5 25 BE 7E RIG-
LDhRe AT b R HEAE R, AT SEILHUR 3 R R
P8 VL ARG B 4%

3  RIG-IIERBLZYE XRPHEIZEER

3.1 RIG-I & % (hepatocellular carcinoma, HCC) ¥
a9 1E A

3.1.1 RIG-1 &R A Fa 7 I 7R 7 3 R 4 o 89 1 A
HCC 7 T A BRI REFE T R 1 56 3 A7, Horb SR
Jp3 73 Chepatitis B virus, HBV) /&4 & HCC K AEH i AN
FER R, 18w B T R S 3 B0 A 2
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HCC & A ik F% v i) 28 B0 g 130 78, T HLAA B R 4R f
% RGAE N FTERR HBV Y R 4 EH . H
HI AN, 7£ HBV B 4e A 20 L i, RIG-1 38 3 i3 51
HBV Hij & RNA 1] 5'-¢ X, #1175 5 E TS TFN 7
FIAHHHI HBY &l I H , RIG-1 ik 7] LLjd i
RNA 454 (177 2 SE 4 Y HBV -G P &5 1 f
T 44 RNAS'-¢ X B AR ELAE FH , AT e 2240 i) HBYV &
Hil . XU R PAESE T RIG-T7E R B AE B HBV iy
RAERIAER S BI RIG-T 7] DR A —Ff HBV 1) 52 74
WO PR R R IS 5 I 4 i i HBY &2
ﬁ%umlo
3.1.2 RIG-1&E fF 3 B & iR /E I HBV X
PSR R HCC RAEF M EE LRI K, H
Hi I RIG-1 7 JH Rl A 1) A6 AN ik Jig ok 7% v 35 ] g
RAEEERHIEE . £ HBV B YL S 80U AT 40 i 48
o 2 I T A 5 AR A AR 1R B AR b, H AT
o 2H A A A I T BOR B, A AL 2H 2R
FE—RIMEAKPRIEE R, AP OFB TR
SEG RIS WIS 52 AR 8 1 1 BCNLR family pyrin
domain containing 1B, NLRPIB) &K H B E 1 17
(Ankyrin repeat domain 17, ANKRD17) . TRAF3
NF-kB1, X 685 (1475 RIG-1 {5 5l % oh R E
VAEE 1R AT 3R 20 7S RIG-145 5 38 % 77 HF R Ak
AR R R I R HR O] B R A L IR T A7 A Y
3.1.3 RIG-I1#£HCC # &+ 0y #=1E Al fEHCC K
AR R 5T, RIG-T B BTA A RE NS R 5 I8 1E 140
et J25 DR A PR 34 v 00 ) e g g o o @ ik N R 4 1T
W 72 % B, RIG-1 46 HCC v 9k 1 2 P& AL, JF H.
RIG-1 KR IE 5 HCC Wil R e B VI G . b4k,
15 22 AP B WE T A R A SR B, RIG-T
IR ) J Tl 31 22 , $2 7 RIG-1 & HCC g Til)s
WA 7 T bR B LI SR I, RIG-T Rg
% 2 FE AN HCC 41 g 384 5 « 3B 7 A0 42 28 1 e 25 1A
FEAE T, RIG-T3# 18 T 1 MMP9 3 171 4011 HCC 40 e 11
R B . TR R I, IncRNA Ftx/miR-545
T I A 0% 3 A ) 0 ) RIG-T 0 2R 02 348 T 3835 PI3KY/
AKT55 , Wi RAE(E#E HCC #ER/ER . thah, i
FPVR AL N 8 4 24 RIG-1 1) %58 BAT 1R SR
S, A RIG-T S % 5 1) 8 35 % T IFN-a 40 0%
TBIT AU, 2 T LA RIG-T B 9% 38 5 TFN-o 3L
VA 538 % 4 5 {5 5 4 5 R 1 (signal transducer
and activator of transcription 1, STAT1) ff i R 1k 15 1L
FUNAZ JE 10 K TFN - 280845 5 38 1%, M1 36 58 T
IFN-a 69T R o
3.2 RIG-1 &% X JEANT I8 K A+ 69842 1E B
JWr 38 1 Rz 2 AR R SR B 5 A B T e S T AL

TE 18 1 9ORE (1) B LN 3%, B 1818 1 vl P 2 2
T B8 R A B R o 451 [l AR 7T B
B JORE M % 9% (inflammatory bowel disease, IBD)
I 5 3 45 179 (colorectal cancer , CRC) I8 & A= 11
UG 2 3 1 . BT PREN, Yt B B AR E A
1(polybromo-1,PBRM1) & RIG-1 ¥ A& /1 F R SA
Yo AT = % ) A R PR 45 4 -, PBRML IR fit
Bk 3 3 B RIG-T A1 R A 398 70t A DG L ] 5 (mela-
noma differentiation-associated protein 5, MDAS5) [F]3&
1k B, BUE dsSRNA BUK 1) R IR S 215 5 18 B IE AL
W5, {2 T U IEN R E R 1 I 3R 0E i, gk i &
HHIE RAE. Hr PBRMIE N 54 A L
# I§ 2 (enhancer of zeste homolog 2, EZH2) #H H.1E
F BE T 4081 RIG-T R MDAS 3[R i 5% 5%, Wi & %
i RIG-1 F MDAS RIE A - Bbabh, BF FEPIR A
I RIG-T F F RS 5 18 4% 18 40 75 &5 M e a3t e vp
IS BE R A H00 ) by e Fee () A A, A 40 Pl 0 i S 1K
Jri 45 7 HCT116 41 i & 1, snRNA U1/2 1] A
6 % B % 380 48 B Joit o 38 17T B RIG-1 B iRl , A T 2 fef
RIG-1 {5 5 3 i A5 A6 AT IFN (2 3%, 2 1 5 34
i 89 A A A R 2 L
3.3 RIG-1& & 57697 F 69 R34k A

RIG-1 £ F L9 V6 97 JG 3 22 4k H 2 (retinoid ac-
id, RA) % F 1 2 PE RS & 1 (L% (acute myeloid leuke-
mia, AML) 2 Jifd F 14 5 41 1) 00 T k4 B A AR
AR . fE 4 I X4k H R (all-trans retinoic acid,
ATRA) 5 31 NB4 S BI040 i 1 10975 40 1 36
SEAMHEI T, ATRA REHS 2 2% %5 T RIG-1 F1RIE LR,
flef AKT-Thr308 A% 5% X 1 S MEHE 1 O3a (fork-
head box O3A, FOXO3A)-Thr32 o7 & ¥ & 1t /K 7
BEAI, BET A 30 FOXO3A T i 5 [ (1% 3% , T 240 it
SIRE ¥ £ 1 p27 A TS5 3 B A TNF AR T2 &
fit. 44 (TNF -related apoptosis-inducing ligand , TRAIL)
GHFRIRCY, AL BT i TR B, 7E TS AME RNA
7S RIG-13 Ak (115 5L~ , RIG-I N 3 [1) PxxP J7 41 55
Src WG 1) SH1 X 380AH 25 &, 4k 11 401 1] AKT ) PxxP
J7 BRI 45 45 Sre [ SH3 [X 35, 52 B RIG-13@ i 5% 4+
PEFN S Sre 5 AKT WIAH BAE FH 5 a3k 1 # #1) AKT ) %
FRALIEAL » AT SEER RIG-T 4901 1 100995 240 o 344 5 () 1
H.
3.4 RIG-1EZ & FBHR T 6930 1E R

FE BB 0 R AL RGBT 1 SEEe R A b, i
FLPIZ2 AR 5 — B R A B 1 1 siRNA %2 44 B £,
IR, A R THBUER B Bel2 R A RIG-115
530 % IS A, DA ] R 0 26 2 P ) B 5
TR D 3 72, G FE AR T TFN 2R3 J NK 41 il
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M . AN, RIG-1 78 Al @ s M 1o S 5 E
Noxa [ 3215 21 15 < 6 6 2R 40 PR R T, st 72
T RIG-T T ¥if7 IPS-1 (130 , a3 17 10 i) 2 € 38
3t JE b,

3.5 RIG-I1& 3t JURRIE 74 77 IR A0 Ao 4545 69 HLH)

RIG-1 7 2 i el J6 200 Jf0 v 259 5 422 400 ] oy sk g
AR T, ABLAE LB i 720 rh R 30 RIG-1 RE A% K %5
e FUR R VR T IR AR 22 e R I E T . FL e 4
it 5 25 J5 248 L ) A L PR 5 A% AR BT R TR R
FEOCHEAE L, BLAR B g 3L s = ot 40 A e % o o
HMIBAR A T S 5 AR 38 T7 20, R T A% 346 2 L I e
Y0 L, 1 s 44 TR AL F RNATSLT (RNA, 7SL, cytoplas-
mic 1) Py R IR D RNA , 3E 1 328 O\ 7L Ji e 41 A
Hi. RN7SL1#H HH RNA 254 8 1 SRPY/14 3 , (2
72 L6 20 L Ae 1 5 5 5 0T 40 i P RN7SLL )R IA
$ 00, 1T 77 2 TC SRP9/ 14 38 i ¥ RN7SL , TG 3 i
(1) RN7SL1 #E N\ FL IR 40 i 5 R 0% 8 i 5" = B R
RIG-1 AT i85, 338 171 %5 5 TFN #H 5< DNA $i 45 #K 5L 4
(IFN-related DNA damage resistance signature , IRDS)
(12218 I G STAT1 %55 518 . STAT1 i3k 1 ¥ [F]
WO Notch3 15 5 JFAR 1 2L e B8 25 R e o, i 3L
JI g 200 R VD 9 7 FR BT PECS), IRDS J& — 415 FUAR
S BT HE P VA G R B R, H A 2 N FL R A
{1 IRDS H1 STAT1.MX /) {4 8 H # GTP i 1 (MX dy-
namin like GTPase 1, MX1) . IFN BB FE A 152892 R
% [ (ISG15 ubiquitin-like modifier, ISG15) « % fif £
2 & Rl 1(2'-5'-oligoadenylate synthetase 1, OAS1) .
IFN 5 3 &% TPR % ¥ 1) £ F 1 (IFN induced protein
with tetratricopeptide repeats 1, IFIT1) . IFN i 5 &
TPR % )7 1¥) 85 4 3(IFN induced protein with tetratrico-
peptide repeats 3, IFIT3) Al IFN %5 5 & 4 44 (IFN in-
duced protein 44, IF144) %555 [K 41 %, , 1% L6 JE [R] 1) 3Rk
Ihe R AE 5 3 L 40 v T T HRP A A L

4 R 2

H A R AR G B R 52 4K RIG-1AE 500 BF G
PN AN R R A R S R AR AT e — b R T
NATTRE RIG-1 3 5] Dy DA K R R G e A0 e b A=
J& AR R (B AR o £E AN [F) S 2 1) i g DA &%
it e A A (AN ()93 BT B, RIG-1 et R 5 %
TEAHIAE T AT Ji 88 40 e 2 e e 4% At 41
HAIPERT . BEAL, 72 R LT A e e if T i Ae
RIG-17R A 4% T Z FEALIIVE T . X L2 F 5t A
VLI T AR G B L2 FAD A AR 9 RE 1 iR A A e e
PR 6T TP RE b R 4% T 2 oAb AR L, e
FAAE R RO ELAE RIA R P I 2% . DLk, B RIX T

AR G2 R 32 K RIG-11E 88 A R J v 10 Ty
WEFT 47 BT 32— 2D 4R 7n R AR G e A 48 A i 8 22 1)

2% B AH LA T 5% 28 5 DT DA e A S8 ok 88 ) B 1
TR G5 6 T T AT IR AR B A AR
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