%

RNA 27t U 7- B A & HI 1

EE A, TR I

EoTET
THIELTHDY,
HETH 5.

ZHDEIHIT,

1. FL&IC

H RS0 0 B e % GRGI LR LS00, SO &
FETDLVATATH A, BRGEMILE, FREARD AL
R W B D 473 % — » (pathogen-associated
molecular patterns : PAMPs) % /%% — ¥ iBEk X 1K (pat-
tern recognition receptor : PRR) & WX AL % AWy il ] C A&
EENZIEEAE V=12 X Y RkT 2 Y. Toll BRZ A1k
(Toll-like receptor : TLR) & b & < BfFE ST % PRR
THY, b FTEI0HEE, ~7 AT REEAET .
INLOZHERITME, HE, 74 NVRLEVSLRE W
WEARORFKICE G 5. S HIZTLROMIZ S, RIG-THE
ZZAF (RIG-I-like receptor : RLR), NOD 575k (NOD-
like receptor : NLR) &\ o 729FE At & — AR50 7 )
Y REREHRT AH I & TRIFINE Rl oY) 5] &k
ZL, WEAORAZPIVTWSD. PAMPs 2 PRRIZ & -
TRk b e, PRRENADOT ¥ 75 =1 ERHL
THRO Y 7 F NV EE LS 52 125D, NF«BX AP-1
L o BB R T ASIL-6, IL-12p40 7 & D RKIEHEY 1 b A
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FARSGIEICB W TRNAL, WWEARE Y — 12X 2 FHOERE LTEETHL E L DI,
RIEWETA ML vl a—F3 ke LTHREL, 2o Ma—L352
ETHRIEZHIHL TV D, A, Toll BRZHARR RIG-IFZ K7 & D £ )L A RNA %k
ZERICE DI AN A HRRIZEIRED A I = A LDFHS N TE 7.
BIFLH A M A A mRNAZENMIE, Regnase-1Z1Z L& L7ZRNAKE Y Y237 BIC &
DRERMICHIE S A, BRI SE, HARTEIREOWHICEL > TEETH L Z EH LR
RNAKG Y V87 1%, BRREREEZSEFST AT YT
INSLOEREEMHT S LiE, HARELS LHNICHERT 2 BT

T 72, SRR

A %FHET L (B1). WHEMARHKORNAZHICHES
HPRRE LT, TLR7 7 3 V) — TIXTLR3, TLR7, TLR8 ¥
HMoENTHY, ZLTRLRT 7 I Y —DRIGI & MDAS b
F72, FNEFNIEMAY R RNABY 23051, 184 >~ % —
7x0 > (type 1IFN) OFEIZBS 452V, type I IFNIZ
Py AN AEICBOTHLN R EEEZ G LTBY, &F
EF R IFNFHEMEIE T (interferon stimulating gene © ISG)
DB FEIZE DS, type I IFNIZ, w7 A L ZEGH LD
TRM=VAZFET L0, FHMHOIERGAMMIBITH L
TIBRPAEPIE R 59 5. 72, BRI o S NK Al
Ha DM EVE % b B, 7 4 v ZHE R ST
ML OWEEALICHE ST 5. —IC, HAGIERIIBITS
PRR DIEHALIC L D EE SIS A M H A4 Y RIFN 2] &
Gy, EARRERINGEALS NS, TR IR
WCHRENTPURZ B L, SO A bA A VITEDig
MALd 5. BMBLIZTHINL E OME/EHICE Y, 75 A X
A FHEZ AT SRR AR L, PuESER
W 2 PRI~ E M 5. 2ok 912, HARIEM
NaIXZAEZ bk 2 R AR D AR AN L Tl 72 S 7538 % )
REICLTHB D, RIS RIE 2 G L3 2160 LYz
BeE AR LTS,

RIEIGE DM T, RNAL Tk, TSk
ATy TIIBWTHELRFE#HZR/ZLTWwb. RNALG,
RNAZ A NVAZIF LD E LIZHEERD T 7 AR5
k& UCHEBET A 4%, [IFFIZ, PAMPs & L Clg 250k %
W2 & BRERGEROIER) & 7 . F 72, PRR ¥ 7 FU#EE
DOIWMALIZ & > THE S N EISEICWE T 5 5 V8
BAZ32—F3T252mRNAD, BHEICHB SN TS, &BE
BAENIZRNA DERD S5 RICEL FTDODH H Y 5 RNA
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R

s ks
Is v )
Ry my G — =
TLR3 TLR7 TLR8 RNase L OAS1
ZAR$HRNA ZAEHRNA ﬁﬁ*
g RIGI MDAS %
¥
D —Z$HRNA
TRIF MyD88 MAVS -
: y ﬂi'bcm ¢ o~
) >< l shavky7 o
rRF3 @) NFB OQ) IRFSCX) X v
iR
l_ IFNa. l_ IL-6 % IFNo. %
mocder ™ ondey 112040 mocder ™
TNF

1 TLR B X OFRLR %41 L 72 RNA ikttt

TLR E RLRZ N L 723 7 F VEERKIIENZENRGOT 5T 5

=R EREL, TROY Z7F NV EiHEed %

CETRIEETA AL Y BLOIHA vy —7 21 (IFNe, IFNS) ZiFET 5. TS XD IFNGEEEE T
MEHL, EHITHTANVARELIEHAL S TS (BIESCHK3 & ) ).

RBBEREEZONPS LML LTERIN, RIEDOFHLE
BIUOPREIZBWTHRESHG LTS, Z0LH %
RNARH O HULEE A3 5 TV 2 OARNAKE A &7 > 7%
78 (RNA binding protein : RBP) TH 1), HIRMIEIZ

% 7 4 )b A RNA ik <, Krmﬁwﬁigf&ﬂmfﬂﬁéﬁwé
S5W5BMICBVTRNA L DA%/ LTHEEL C
WaY, Fa st — a8 X Winsilico DRI LD, WFL
B TIEA 1500 O RBPAEIET 5 Z LA L0 e o
TV, ChIFEGEHRTORL IZIZABRETH 2.
RNARGH Z o0 S LML= b & LT, mRNAK
RBP % non-coding RNADSSEAG LY AX 7 LA Tuar A~
(ribonucleoprotein : RNP) & I X 5 AR S I
5. ZOKE, RNPEAMRITHIENIETE % 2 2 72555 RBP

DOREEIRBEC L > THiZ TALLTBY, ZNITX DI
ZERI 7 RNA RIS RE & 0 5.
ARFGTIE, RNAZ A L7z HIRGIEIDE O 55T 1 %,

1) 7 A IVA T ESLRRNA O RN & 22 X 5 0En
B, 2) I DImMRNA Z A LTIl 2 4 s 554 54
FRAEICBIL €, o ADEL MR 2 AT A THIL
Wy,

2. BRBEZEIZHTBT 1)L X RNAREEE
1) TAIARNAt>H—DHEEE BRABRLE

Y L7z £ )V ARNA % #Z#%k 3 5 PRR & L CTTLR R
RIRDVHISNTWAS (F1). TS DPRRARNA KA

T % RN Y 7 F VAR ER B AN L NF-xB % IRF3
LV G HT 2L T A5 12X D, type I TFNR
RIEPESF A b A v 2FEL, v A VARG EZD] &
Z9. TLR77 I Y—DOHT, 74 )VARNAL VH—%
R E UCTLR3, TLR7SHI SN THE Y, b M TIXTLRS
HRNAZBICHEG T 5009 chbizwFndy, =0 F
ICBWTRNAZ BT 5. —F, MlEWNIcBL
% RNA B HEIZIZRLR 7 7 Y — 2B T A RIG-T (7
% DDX58) R MDA5 (JIZIFIH1) 2SS TWwW5b. i
|3 DEXD/H box RNANY 71— ¥ F A f >~ & CKIDRNA
AT D, 8 SIINERImICHIIEAN ¥ 7 Vg kI
V-ZH O caspase recruitment domains (CARD) K A £ ¥ % ¥f
2% LGP2 (H]4 DHX58) IZRIG-IEEAN 1) & — ¥ fHIH %
AL TWABACARD IZHE72 72\, LGP2 D HEREIZ MDAS ¥
FFNVEMRET S ET, RNAY AV ARBRIIEET S
A LGP2IZ X A RNAFMOFRICHE L T3 +o¥ 550
Tl 7R,
PRR“/?‘")‘JMf:i%Li, %% DTLR, RLRIZFFE DT 77
— DTV EETHIET, Y FURBHTREL 2
J&/;L—)w& L CTHROWE R {2t 3 5. TLR3
VUMD TLRIZT ¥ 7 % — 5 FMyD88 & 4 L7z 7 F Vix
FERB AT LSS, TROIKKESERD 5V IEMAP *
F—¥EAMNLT, BENTNF-xBRAP-1 G L L, %
JEVEY A M A A U RFET S, TLRIICIETRIF & i
LRBDLTHTY = TVBa63 5. TRIFEHNLIZV S
FIAZEIINF-«BRAP-1 213 Th <, FF—EHELT
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TBKI-IKKe Z i L L, IRF3% V) Y #1b3 5. U V(b
ENIRF3IESEAZER LENNEITT 22 L1250,
IFNB 7% Etype I IFNBIZ FRHIZFE T 5. —F, RIG-
RMDASIZI M2 ¥ K 7RIS 5 MAVS (B4 1PS-1,
CARDIF, VISA) Z 4L T, TLR3® X 9 IZ TBKI-IKK¢ %
AL TIRF3 25 L L, type I IFN % 4 5 1,

2) INA—ERHSRAICK VY ERH & h B RNA DIFH
HAEIE, ACEIFACOBNOBE 2 S, mE, B
L OHRRNAZ B ICK B LT D 2 RS 2 5
T&72 MENIIBI S EWIARERNA (double-strand-
ed RNA : dsRNA) 1%, RNA ™Y £ v A2 &4 L 72 Ml fg T
RNAYA VAT A, B LI A VARBORRAKE
LCEAEN, BARMICERIMBIZIZFEL 2w, 20
728, dsRNAWRTEFERNAL Y H—DY F Yy K& L CHEE
THb. 7z, poly (I:C) I EAWISRNATF a7 & LT,
TLR3721F T7% <, RIG-I®MDASIZ & - T ik s 1,
IR IR TR SN TV A, MIBEHNICB T % dsRNA D2
WRICIEEORESPEETHLEEZLNTWS. TLR3 %
A L 72 NF-«kB D il YL 1213 35~39bp D £ & O dsRNA A*
LETH L. —7J, MDA5IZ300bp L | D v dsRNA
Z Bk, KALYY, MDASZSCARDZ#HH 45 X912
dsRNA - T7 4 2 ¥ FRIZEFIL, ZHICKD Tito
MAVS Z it 2 £ £ 2 6 Twad (M1)'Y. MDAS
T AV ABEBOBIZAE L A dsRNA Z 38k L, HFi1c(+)
Bi— A RNA (ssSRNA) A VADHTHLE IV F v A
WARHIBE T A IA N ZADEBICEETHLY. —FT,
ES{dsRNAZ E U2 W (=) $HssRNA 7 A L AT X - TD
MDAS DS L SN 5 2 LGSR TwBE 7. SIS
L, RIG-1IZ5-= Y ¥ ERH % 8O B Y S 80 @ dsRNA %
AT B8 RIG-1 24t L 72 8IS E 7 dSRNA D E &
RIS~ 19bp TH B2 . £ DY AV AEG B W
T, TOLH %52 VERNAHIBLEMICER S,
HMBENORNAE Y —I12X o THRENE., —F, ¥
NTHER SN HEOmRNA K, MR ICH®% S5
I25-=0) YERAS-F v v TEHi R T AT L TRNAL
CH =L BEHEE 2T RV, TRITIMA T, RIGTIZ L
FIANALEIL L > TEREENSS-2) VBB s
72dsRNA Z 78k § 5 2 L HTE DY poly (1:C) b F 7=
500 YERIBH S 7z dsRNA & & A, Hvipoly (1:C) 1
RIGID) A Y FELTHHEET 2. 2D X9 ICRIGI
BSEMOT) VEHHVIEEY VAR TAILEICK
D, HREPICAAET 2 IEHCO dsRNA % kB3 5.
TLR7 & TLR8 X ssRNA Z 723 A RNAt v H—& LT
BRET A e MONT WS, TR HTLRIZ & - T
ENHRNAICIE, ZORITNIWL O DM EH L L
BHHENTWAS, 728 z21E, KUY T Y (polyu), 77
)T rR) Y ) v F (GU-rich) L7 EIX TLRT R
TLR8 Z i < iGMEAL§ 5. LA L7%dss, ZTH5polyU
R GU-rich BLHI ASAE IC B W CTHEE O B WS Tld 2w

363

720, ZEINSDOYFT Y RPFHACEIFAHCOBRIICEH
BETHHEPRPS I o TV, RIEDZEIZE D,
TLR7E 7T /¥ sk % BT 52 L%, TLR8ASY )
T VR ssRNA HSR DR LR 63 5 2 L s
ERTWVB 32,

3) MUAMIVREEERETSRNABEEINIE

TLRRRLR ¥ 7 WVIZ X Y EE S N7z type TTFN I, &
FEFRIFNFEBZ T RIAZFET 505, TOHFICIFES
HIZTAIVARNAICHEG LA VA Y 37 BB %23
32508 a—-F3T5bD0%HFHET S, W
T3, IFN-inducible dsRNA activated protein kinase, PKR (i
{5 %4 eukaryotic translation initiation factor 2-alpha kinase 2 :
Eif2ak2) ¥, & d LIS N TV LHY 4 VA%
BT HRNAKEG Y VS0 ED—>2Th b, FEEGMILIC
BUOTPKRIIAFHEER E L TRBEHL T 525, 74
ZDRAIC L D PKRATISRNA L fEAT 5 & H ML, &
LIZHCY YBfbx# 2 L, eukaryotic translation initiation
factor 2A (eIF2A) @) Y AL % A~ L T mRNA 51 % #ifi]
T57. &5, WGP L 72 PKRIZEIEFRINH R IRF3 O i
HAEZNAL T 27877 =JIZBWTT R N—=Y A%
B2, FPKRIEVANVAESRIZE > THEBEENS X
MU RBRICRAEL, RIG-IZ A L7z 4V A% O il i
2% 59 5. IFN-induced protein with tetratricopeptide re-
peats 1 (IFIT1) & 72, Fx v 7HEEKAFRORIERZ $01 5
%% IFIT1E2-0- A F V56 % K01 L 72 mRNA % 325
52 LT, HLORNA L OFENZWREIZL TV, b9
—ODFE LT, 2-5F ) IT7 F VRS KEEE (2/-5-
oligoadenylate synthetase 1 : OAS1) 12 X % RNA 7% ik #% 1
RSN TWDS (1), ZDOH4, OASIAYdsRNA % 7%
T HE2SF)TTTFUVEBBER SN, It
YFAvErYxr—& L TRNase LZEHILL 7 A VA
RNA % 45 f# 9 %°Y. adenosine deaminase acting on RNA 1
(ADAR1) & F 72, M A NRESEEET 5 2 &G X
NTW5h. ADARIIZASRNADT 7/ ¥ v &4 J ¥ Ik
P85 RNAGISE (A-to-l editing) #4792 &2k, 2
FACERZIHALIANZAY Y7 GO e e S E
5, HHNETANVARNAD kA& BI85 b
WX, ivAVAERERTEEZORTWEY, &
7-#%IE, ADARI1IZT8 ERNAZ Mt § 5 Z & T, MDAS
IZE 2 NHEMEdsSRNAB#EZ IR L CW b 2 e oL
75 723239 ADARI O RNAM G Z KL L7z~ 7 A
Tldtype TTFNASBEICEAE SN TE Y, ADARTIZHNK
TEdsRNA % #i 4 L Z ORNARE A LS E5 2L T, H
C.DdsRNAZRNAL Y — ik s nwkHicar b
O—LLTWwhbEEZOHNA. ADARIIE, b MIBWT
IEN G TTHE LS X 1) F89E T % Aicardi-Goutiéres JiE 3% 0 Ji
WBfETO—2THY, RNARBOREIZIY 1 VAN
BDH ST, PHPERNA T 2 B 742 55 R type 1
interferonopathy & MR S N B PBDOFREIZHH 5 2 L H3H
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S438 5442

o LT

(a0,
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wmre =W

PRD C3H-zf

PRD NOT1#&EML

K2 Regnase-1 7 7 IV —#{&T, Roquin7 7 I V) —#{ZTBIUOTIPD F X A Ak

INSHIFVTN D RNAKEICHSTACCCHI Y v 7 7 4 Y H— KA A ¥ &FD.

INPAMZLPIN K A AL V%

ROQ KA 4 VIZRNAKIGICHEETH DL EEZOLNTWD (KIECHL70 & ) &Z).

ShEloTETNGMY,

3. mRNA 9 fEE

EAETIEBHEIBNEZEAR MK & L fEEHI# & fim s 64 5 5
WA ENTED, THE OO % 72
L, BIEFREBZAEISGHEL, 2o@PIcPORIEs 2
EDWREE 2 B, WRGLHI A Z B 1) 5 RNA A4
AT T4 v 7, B-MEmE RS &4
IZh725. RERIIBT 2EHHEEICEL T, 4+
HAEDI—FT 5% L OmRNADPFIAE N &H
MENTWAE, 02 EIEmRNAGRIZED G5 %
TR RKE S L TWAZ EERIBLTWVAS.

mRNAZG#EIE, TF VX7 L7 —BokkEke T v K
X7 LT —ERRRBEO ODA = AL THENS.
IFVXIZ LT —EENLLSHIE, TImRNAOKRY
ABEW T T VALT L2 LICEDVIEE L. ZORYA
AL, BT 7= VILEE 3 T D % PARN R CCR4-NOT
WA, 5HWVIZPAN2, PAN3I 2 E0H-TEY, Ll
T T = IVALEE R BERE T 5 X RNP ORI 7 ~ /8 7 H 12
XoTkFE 2. BT 71t SN 72mRNAILX, DCP2IZ
oTxFy vy THREINIE 5403 FVYXTLT —
£ (XRN1) HB5VIEL 7 VY —2IZL-T, NN
53R, 3SR ERTAE TV FX LT —ER

S L7z A %1%, SMG6 R Regnase-1 (5-2) JHZ &)
12 & > TmRNADIWE X 7284, Bk £ 9 I2XRNT T
799V —=LEHLTESIZmRNAGRIEE S NS,

4, AUY Y FIL X2 bZEA L= mRNA D EEE

AUY v F L A ¥ b (AU-rich element : ARE) Z 4L
72 mRNA 77 f#F%H (ARE-mediated decay : AMD) (3% d &
IR EN TS IRGEGIHEEDO —>TH 5. AREIR
mRNA O 3" IFERIER IS (3 UTR) \ZHTEYT 5 AUUUA R
TNZHMOTONEYAILAYFTHY, Z0kH%
ARE %5 % mRNA THIANICH 9% FFTET 5 & STw
%3 ARE % % & mRNA S I 7 7 = W ABIZ & - THf
5%, ZORE, ARENLLZmRNAGZF Y X7 L
T—EBIlEoTsyHHWIEI L )RS ND Y.

FJAF 570~ (tistetraprolin : TTP, 344 ZFP36)
B d ISR ENTWBARER A Y » 782 8 (ARE-
BP) T#» %%, TTPIZCCCHEIY v 7 74 v H—% DK
LTEH (K2), THIZX 5T EDERmRNA D
3" UTRIZAETES % AREIZHE &3 5. TTP HAKIZ mRNA 57
f# e 1 % <, TTPIZ CCR4-CAFI-NOT i 7 7 = WAL EE %
HaEkREY 70— ML, BEMmRNADOR T 7= Wt % i
H$ 2 (F3a2) "%, ZhAB&4&E %0, BEHmRNA X
I VV—LAICEoTELIIHMEZTAH. TIP % #Eis
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AAAAAAAAAAAAA

RUAKEHIE

R3 CCCHMY > 27 74 v #—% 87 B & 5 mRNA 7tk

(a) TTP L3’ UTRIAFAET 5 AU Y v F L A ¥ MIHA L, CCRA-NOTHiIAHKAEZ Y 7 )V — 13 %. (b)Roquinid3’
UTR O AT 2V — 728 L, CCRANOTHIAHKRZY 7 v— 195, b L<IEEde4, RekEXAHL, Fv v
T et 5. (c)Regnase-1 IZFIFRHF O mRNA ##E & L, 3' UTR EO AT AV — THik % 8% 3 %. UPFI
MEGTHIEICED AT 2V —THEEZALZ I Z L, Regnase-11ERNA #7535 (IKNIESCHK70 £ 0 %),

ISR L7 ZGBMIREZ BRBEET 2 2 L5
NTHY, ZTRITIETnf mRNA D EALIC X 5 TNF i #
AR —HTHDHEZEZLNTWELSY iz d, TTP
Z 165, Cs2®, Ifng®, 110 & v o R RIEICHE D D
mMRNAZ LIS T 5 2 LA ME SN TS, TTPIZ L %
mRNA AL EALIL, TTP Y Y2827 D) VLI L - T
HEshsZeBmbonTwsS2, $4bh, TLRY
T FNAEEALT S &, p38 mitogen-activated protein kinase
(MAPK) 2 & o Tl & 1172 MAPK-activated protein ki-
nase 2 (MK2) 12X 5> TTTPIXY) vyBibE 5. V) Vb
EN72TTPIX 14-3-3 L #5& 3 % & L TCCR4-CAFI-NOT 18
R OMEAERDE SN, #HEWIZmRNA X% @1
T 5. ZO#PIE, MAPK phosphatase 1 (MKP1) & % \»
13 protein phosphatase 2A (PP2A) 12X - T Y BfL3 %
CETHHMICHBENLTWS., ZDXEHIZ, TLRZED
RIEFHL Y 7 F VR X 2 8{EF5BE, RBPO Y V8
7 BB & A LTI S & B LT b, AUFL (Bl
% hnRNPD) 13 mRNA AN ZEL % fE#E3 % ARE-BP & LT
MSNTWAD. AUFLIEp37, pd0, p42, pAS DD DT 4 Y
TA—=A0BRYD, T09Hp3THHRD mRNAZEHITE
BEHZBHESNTWS, AUFIRIE~ ™ 23 1BTEN 7
RIEZGHEH T L, F72LPS (lipopolysaccharide) 2k} L
TEVFEARI Y F Y FY o vav s 283555 Zh
X, TNFRIL-18% 32— F9 5 mRNAZEILIZL B4 b
HA v OBFFEENENEEZ 5N TW5D, AUFLFEE,
KH-type splicing regulatory protein (KSRP) ¥ 72 AMD 2
BT 2R CTH A2, iR AN =X 21Z L bhroT
W, 7T X AR I Z B v TKSRP 13 type 1 IFN
32— F35mRNADOHIBNCHES 9252 AR T
W5, —7J, HuR (B4 ELAV]) ORNAZHREIZKT %

WBIIVEEETHS, v 707 7 — VHERMIZHIR %
RIPL 727 ATiE, LPSELGRT XA MT VT b
Y AFEBRICBOWT X D RWRIEIS S BT 5.
LAL%25, HIRIZZIESES A P4 v 2a—-F3 5
mRNA 7 EZ AR ST 5 — T, DX iz i<
LV MELHY, HIR DS HAEREE2RIZ S L Tn
658—61).

5. AT LI —TE&EE N U7~ mRNA 9 E#E

1) Roquin % 7t U 7= RNA 5358 & S & 1

Roquin b 72, BRI BG4 CCCHEL Y ~
T4 YH=F R ETHD (K2). Roquinld ¥ > 7
TAYH =KX AL YOMIZ, RING7 4 Y H—FXA AL~
EROQ K A4 %A L Twb. Roquinlt Re3hl & Re3h2
THRENE 77 IV -2 LTBY, Wwihdikik
R XA BRI SN TV D, R ERATIC X ) ROQ
FXA VHRNA L OFGICEETH D I EAREINTW
% 269 Roquin {2 & % RNA4M# X, A mRNA 3’ UTR
\ZAFAE T 5 constitutive decay element (CDE) # 4~ L TiEeZ
%%, CDEZAWHR CRIES N2 TH Y, Mk
WCAF ANV —T%F L TWwAb. Roquin % 4 L 72mRNA
DRI WL O DHED D B 705, BAEDE 5,
TTP & [ £, CCR4-CAFI-NOT#H &%) 7 v — bt LB
TFEobERIET 2 2 EZ 5 TwD (M3b) Y. 72
B D5 fERERE & LT, Roquinld Eded B L Rk & XA L
Frv TBEEZNL TmRNAGHZRAET 5 & OHE D
H %%, Roquin® 1 HiHZER~ 7 A TH % Sanroque ¥ 77 A
&, MM TAI ORI & R L 35 3 CRIER B R FET
%% Roquin & Roquin2 % THIFL4FEMIZKIE L 72~ ™7 A
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& Sanroque ¥ 7 A L FBDEBI 2 IR$7® ZpZ &
NH, TIHIZODRoquin ¥ ¥ 78 7 BT Hi5E B BETE
TWwb EEZ LN TWD. THIK TR F1COoS 23
Roquin DI mMRNA & L THIHNTH D, Sanroque ¥ 7
2B 5 R THBILEECHFS L Twb tER LN
TWwb®. Roquin KIE~¥ 2707 7 —VIZBWTH, TLR
FIBZHRE U T Tnf mRNA D ELHFRD S, TNF A
TLHES 64>.

2) Regnase-1% 4} U 7= RNA 5355 & ez i1

Regnase-1 ( ] 4 Zc3h12a/MCPIP1) £ CCCHTY ¥ »
T4 YH = F AL Ve ZONEKRMIZRNA S H B #% &
L CH#&AE 3 A PilT N-terminus like (PIN) KX 4 ¥ ZFD
65kDaD MM E % v /732 HTH 5 ([M2). Regnase-11
Zc3h12b, Ze3hl2e, Ze3h12d & 7 7 I ) — 2R L TEB D
WINE IV T T4 V= FAL VBIXUPINK XA~
BRO. FEHINREZI LI, LN A RCHEET S
CCCHMIY v 274 =% )7 EHDH H, Regnase-1
DEHIRXZ LT —EFEEZ AT 2H01E, BlFRIZBW
TZ3h127 7 3 =BT ABEMETOATH L. Reg-
nase-11%, Y27 74 VA —=FKAL VY EPINF AL V%S
L CHERYRNA LR A LIRS 5 2 & TRNAZENE % il
LCTwW5,

Regnase-112 & 2 RNAZ (X3 UTRIZHFET 5 A T
AV —THEREE ML TS (U3). 20 L, Reg-
nase-1 1F AT ANV — TG 2o — R L THBLT
WL EEEWRT L. FEBIZ, 7/ AT A4 K cross-linking
immunoprecipitation (CLIP) ¥ — 27 T ¥ A2 & D,
Regnase-1 i B HNE A BIC A 7 LV — Tk & TR
LABZENRHORERS727. EH5ICZDAT LIV —
T QR & FERNCARGES L7285 R, Regnase-1#& A 7
LNV —THEEDONV—THHICIE) I V-7 v
IVVEANEET ABENE NI EMPHH I N T,
Regnase-1 % /" L 7ZmRNAZ I ED X H I LTl %
D7 ?  Regnase-113 F /MK (endoplasmic reticulum :
ER) &5 WVIIMIBENIZRIEL, VEY =L 5 Y87 ]
EHHEEALTwAS. ZThi LT, Regnase-113HIER
Mo TVEImRNAZ L TBY, & 5ITHIRDHE
I By o5 2 253 UTRICHFET 5 AT LV —
THEEORBE R T 5. BIREWZ &1, fF#EHO
%, Regnase-113 ATPAK A7 IYRNA A V) 71 — ¥ upframeshift 1
(UPF1) L &ETH™. X512, UPFIOANY) B — Btk
I3 Regnase-1 %/ L 72 mRNA R ICUHTH B 2 &0 5,
RNA O - M 3% 0 ZE 1t A3 Regnase-1 12 & % RNA 73 (2 A
LD ELHZTWLZ EAREINS. UPFlLIZ TS
vt v A BARLEYE mRNA 75 R B M (nonsense-mediated
decay : NMD) ICEHELZKNTTHAIEPHMOLNTEY,
RNA 5B EAE O p D el 2 72 LT 2 ™. NMD
W& IR 3 B ¥ (premature termination codon : PTC) %
kT 5L TR OmMRNAZ T 52 ENTEY,

OB S UPFINY I —EIHEPLETH S Z &b
Ao TW5b, Regnase-1 % 4 L 72 mRNA ZMFICIX, AT &
W— TREEDSHIE T R U647 < L b 20 T2 Bk
NTVBIEDRRLETHLI NS, LW BT
& PTC Tig Z % JH 2 BHaR#HE O I UPF1 2 4 L 724 &
OB DAEIEDTRIR E N 5.

3) Regnase-1 R¥E~Y 7 ANDKRIRE

Regnase-113 L EF & ZIZRHILL T 225, FRIZHRIEM
2BV TZEDIBATE . Regnase-1 & B{AMICKIEL
72 ZNE A Y FIVOFERNE AT NS S, %8 Mk
TGS 277 RS v SHEIERIZE L <,
SV R0 IR S R 23 L, i 8 £ &
IRV TIALATORETOT) YR ERLTEY, BIRE
W PR R PUdsDNA PR & v o 72 H EPiR o
BHRDONL. oM, FEERLERLRMEO 2, S
SICTH IR COBMINEE I X 2 EEORIM R &4k
U %25 5. Regnase-l KIE~v 27107 7 —JIITLR Y
H Y RIZx L CTIL-6 R IL-12p40 &\ o 72 JGEMET 4 A A
YELZCHEAT D, LALARDS, TNFD F 72 Regnase-1
DFEMMRNATH 512D 9H b 5HF, Regnase-1 KIH~ 7
077 — VBT 5 TINFEAICIIEEIRD W™,
ZOZENS, KEWETA N AL CRIEIZBT A S0
R 7 AR AE L TV A S EDRIBE NG, —
Ui, MBI PUREAEOR R E —5 LT, EERIEROEN
Lo, THRIIZIIEAENZ I 77— - XE
U =R L L, IFNy R EDY A M A oAz
RBODH. BlLD £72, TDOLELNBT T AR v TRl
ke LYUAREAMILTH 2 IEHIE~D LA Hh
5. TNOEORJIMEZFIAT S LT, N6 1I262MAT,
b, 127 EDI A N A VR, Icos, Tnfsf4 &\ 7238
551, & BT Rel, Cebpb, Nfkbiz, Nfkbid 72 & DEEER T &
OB FHE R % 2 — F 3% mRNA b Regnase-112 & - T
RENDZERHSPE Lo TVE™ PEnZ &
b, Regnase-113 2 F & Al IC BV TRERE XA
WCHIBEL, R L SOV BT H CRIER RO ISAE % HH]
LTWALIENRBEINS.

4) Regnase-1 DEIAHIEHHE

Regnase-1 1ZZ OFHHAK D BEICT Y Pu— L Eh
TWwb, 787 7—=YHPLPS% EDTLRY # Y KO
Ww AL, Regnase-1 7 v /X7 HIZHR MRS N
%" . Regnase-11%, IxB kinase (IKK) 2 X %V ¥ 1t
HERHES E L THSNTWAEDSGXXSEF —7 2 # b,
TLR ¥ 7 F WIZ X DL L 72 IKK A RIC X ) 435 &
39F D) YERIENY VEREE N, ZHITX D BTCP I
L2 FF MR REL T O T T V= A5 HRRICE T
arEns (K4). Z0X) ZIKKEAKRIZE ) Vi
1t % 4 L 72 Regnase-1 % > 7% 7 ' O 4313 TNF Hil 3 Tl
IHBRNVIENDS, Y FMVEERGZERNIEEL TV
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Q) r38
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YUBRE & MK
Regnase-1 @ i

é? l ﬁ MKP1

IKK#E &K

JaFTY—L4 4N O
S O o0

Regnase-1 a —> ‘
Roquin o —> ‘\V

1)z tTTP =15 TTP
N ‘J//E% ppoa BEUZEHE MRNA% 2 mMRNAZR E 1L
- " o ~-=-AAA o———AAA
mRNAZRE L MRNASM IR AW
o—~——AAA o~ ~-~-AAA e~ ~-~-AAA o—~——AAA
oe—~——AAA o~ ~-~-AAA
oe—~——AAA o~ ~-~-AAA

R4 MG 7 F VI X B RNAFEG Y 787 Bisfi B X 05
RNAKEE 7 V37 HE Y 7 F IRERBEAFBHEi S 2 WIdaahs, ZHUTE D, RNAKE Y Y3280
HF 7 IIHEREATE L L mRNA 2B E2sH A S 5 (RNE SRR 70 & 0 20%).

bOLEEZOLNL., FEEIZ, DSGXXSEF—7 Dt ¥
el 7 3 ) BRiE L 72 B Regnase-1 ¥ ¥ /8 7 B30
BEZT W EDEREINTVED, TOEF—7PUSHC
b Regnase-1% Y37 DY VLR SNTEY, 4
[y 7 F N TIE RV YLD RIE SN D,
Regnase-1 % ¥ 737 B3 ¥ BALIEKAF I 2 5 b = 1)
5. ZHNIZIZVAFA v 7uasr 7 —¥Th D Maltl 35
T2Y. Zo¥s, THRZZEME (TCR) O TFRIZEWT
CARMAL, Bel10, Malt1 12 & 2 A EKDTER S 1, Maltl A3
B % Regnase-1% Y X7 EOIMFHOT V¥ = vkt %
Rk LYW 27, Maltl 5552 ¥ 7 F L idfibic b,
IO A FRABIZIEIT % Dectin-1 ° NK A (2 783
BHNKG2D, HBHWIEG Y v 87 BB 25k Eh3H
DY T VRAFIY I Regnase-1 7~ 78 7 B OSB3 H]
WEINTVEDIDEEZ LML, BBKEWT L1Z, Roquin
BELMaAIIC Ko THFEIND T EFFHEEIN TS
(K4)™. Maltl & ¥ 7 F VizEs T & L T % NF-«Biiz
HEiGHALICEETH LI ERMOEN TV SR, KR,
Jua77—+¥ &L THIHEL, Regnase-1% Roquin& -
72RBPOFBZ M5 Z & TlEHHIEICHEY T 5
LEZOLNLE. Maltl® 757 —Eifkk%E AiELL 722
CANAZER < 7 XTI, EBEIZINSHRBPOGFENRD
ST, THiNE Z oMbl o mE L2 EE SN 5.
DX HIIMaltl 70 7 7 — BP0 wm ke
DETHBIZHDDDbET, 2o~y ZAZHCHENEE %
ZIIET A2, Maltl 70 7 7 — B MEE H T A
DAL D B T2 &5, HIEM: TR O 5Lk

ENIEEAWAEORHNTH L L EZEZHN TS,

—7J7, Regnase-1 ®FEHIZmRNA L NV T b R 2R i
XN TWw3™. Regnase-1 mRNA IZTLR & % \» 13 TCR Hli#
W&o GREICEHEE I NS, EBREW Z £ 1Z, Regnase-1
mRNA ® 3’ UTR |2 Regnase-1 ZakBLYI FAET 5. O F
D, Regnase-1lZHH D3 UTRZ A LT, I & LITHIH
THT4— Ny ZEEWSHEAET S, SHSXD, B
Regnase-1 % ¥ X7 B OB ZMHI L T 5. Doz
M5, SREMNEIC BT 2 BAE T FEBLHIEIZ 1% Regnase-1 12
£ % mRNAZEMERBESERICHG L TBY, ZOFR
IZ1&Regnase-1% Y XV EB LU mRNAD Y 4 F 3 v 77
SEBIREAA LA T 5.

6. BHIIC

ATLNIZ BT RNAIZRIERBICS T ST R AT v T
THEEZ52 CTwh. TLRRRLR%Z EDRNAEY ¥ H—28
MIANVAREICEETHL I L IALTHBRRTE
A%, HCORNAIZKT % RNA & 9 — 0@ s & 2344k
WKHZ2EEHIHLTCORRDETVOOHL. —F
T, RNAHIHOMEEZ 23 RNAKE & >~ 737 OFEREHI
BT 2HED UL D HUL SN TIEV S5, wWELEZERE
R IEZE > TW2 . TTP, Roquin % Regnase-1 13 522 1%
I 5.2 ARFEMWRCCCHBIY V7T 4 V=5~
NIBELTHRBENTVED, /A EIZIZR60HD
CCCHBIY Y7 74 =% 530 8% a— F¥ 5&ET
BHEAELTBY T, Z0% { IZRNATIHERE L 04D
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FNERIZOWTHL NI R s TV RW, E512, FaF
F—AFNICEYRBP LS M7, ThETHISNT

W5 RNAHGETF — 7PN D, in silico TIXFRETE %
Mo 2IFMBRNAFE G ET — 72RO 0% 0D
THELTWD ZEBHLPI o Tw5E. 58, HLw
RNA il % 4 U 72 Se 2 H B O f I 23 FE S 5.
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