SN KREZZ2MTIER Y R b

Kyushu University Institutional Repository

IV KUY T EDHEBEER

/11

DAWREYVIN)ELE

SiE, hiE
FMKERERRS 2T I R EEAT

z)ll, B
FMKRERERRS 2T I SRR

INE, KD
MKRERFERRY 27 LEBRZER | WNKZERZRELHRIREDRFERR

https://doi.org/10.15017/1785664

HIRIER : BREBEHES. 107 (8), pp.148-154, 2016-08-25. EEEFS
N—o30:

HEFIBAMR



143 fEREERS  107(8) : 148—154, 2016

# =

JANWNZAZNEEI AN T EOHBEER

DIINKREFERERE ¥ AT DR GREER
DRINKEFREE AT e AW RE AR

HAEEY, 2N Y, S E VY’

ECBHIC

I NIV RY T, ERMRNICEET 52 ZEEEE OME, ROWE) 28 LR A VT AT
ThY, ZOEREFEREE LT, WIHEICKS ATP BEMNEIT MY, F72, I bar FY 73T
FOVFE—FEAELAMC S, B ZISHIIE (TR L= R) OB LB D VS A4 T RO,
SHIEMA Y S FMEEIEY L b)) V7 LTWASHEN HE 2 &beHoZ L Mo Tw b,
COLH) BRI NIy N TOREREIIL, TFEOWEICLD, I VI N THHOEBNZEE (I 2
YRNT - FAF IV AEIEEND) L EBELERICH LTSI TELY,

FroZ CHETIE, IS hay Y787 a&kEe LT, SEMILBYW O RNA 7 1 b A&
Pho 72 HAGBBESEORE L LTORILEHEZEDTWLEY. CoI bary FY TIREICL 2571 L
A ERGIEIDE X, MIFEN RNA & >4 — % > 7327 H Retinoic acid-inducible gene I (RIG-1) % L2 i
fFiF7-—#D Y 7 F IV RERER RLR&ERK) WELTBY, I hary N T7HERBER Y 87
(Mitochondrial antiviral signaling : MAVS) 25Z ORI BT 5 L 2EEZH-Tws (K1), Zh
FTOMFET, MAVSIZRIGIDTRIZCBWCT ¥ 77 =451 LTHRIEEL, TD%, k4R 7T Via
FERFHEZI PR TEEIC) 2 V=52 ETERLRY VSV EBEEK (V7 F VY —20) %2
B L, RAEICIRIA vy —7 20y (IFN) REEEY A b A 2 R EDH7 AV ART O A% FHES
BEEZHLNTWAY. &512, RLREHKIZBIT HHY A )V A HAGIEDTIEICIE, Lk MAVS ©7 4
Ty = LTCoOBEDACL, I IV R TIREMVOMFEESNLETHL I EHHLNIIR > T
28 ZOEICIPIY YT, ANV ARG B B AR EORERRE L CREmRIICES L <
WhZEANEAE, WM ENTE.

DAIWVARAELZNIVEEI MO NUT7EDREDY

—HT, TANVAZEG L MA T, Il BRENLETANAY X EEI N YT ED
BICHED T SN2 BBRIEVEFANSERE SN TS, 22T, KBHTIE, WD AL IVAY »
7B EI MY R T EOHMERRBIZEAL, I bI Y RFYTICERBLBEELE T VAEDOLGIC

DV THERRLT 5.

i) ABIFFRYC1ILZX 3ABC A2 /N7 E

AR A VA (HAV) 1F, I LF 7 A VAR R 4V ZABO—AKEE RNA (75 A8H) 7 AL
ATHhDH. HAV L, BEL2EIMBENTHSD Y /) AFERICESWE—REOR) 7071 v %
hEE, FOBTOTFT—BIZLBE) a7 A ORI X W EBORAELY A )V A5 27 B H L
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1 EIEAIEO RNA 7 A )L A JKGe2 3815 A RLR R OGRS,

AN ABEINZ BT, MRS S e A OV AH ¥ RNA I,
ZFOt v —5F RIG-T $721 MDA-5 1S3k s, ¥ v 08 - KBg6
RELTI hary FYTHIELEDT ¥ 7% —4F MAVS Efia$ 5. #0
%, MAVS I3V A EZIb R P Zm b L, B4 > 7 IVImER T
Shary Y TREEIC) 72— M35 (MAVS signalosome). MAVS sig-
nalosome (& T D ¥ F— ¥ LG R (NF-«B,IRF3/7) 2 iEMLL, %
MIZIRIEET A M A VR TEIS V7 — T a0 U EE SIS,

bNA. R)7TarA yoOPi, YAIVA - Y ATA T us T —E3CP B Ho TWDH DS, ZORHIER
ko v 87 BT % 3ABC b BBEIFEAEIZEY 7u 54 > OkY ICBb 5. —HT, 3ABC 2RI OHkRE
ELTREETENI bay B 7OMNEEIZEAEL, MAVS ® 428 FH 7V ¥ 3 U RRIELIEHZR Z U3 %
CERHLPII o TWEY (K2A). wA VAT F T —EIZL DY S 7 MAVSIE, I hay
R 7 RfERE R, MBERICERETALZEERY), BIEIRRIGIDOT Y 7 — & L TORENELRD
N5, HE HAV IEGSHILTIE IFN- AR T T2 eI NETHE SN THE Y, v A V2l
2B BRERD SO EIZ D Z LD HEKD.

i) BEFRY1ILZ HBX 2/\7E

BRIFFEY A VA (HBV) (&, ~"NXFF I A NWVARF IV AN K F 7 AL VD DNA 7 A VA TH 5.
HBV H3k% > /32 D—2 HBX 1%, 154 D7 I VBN S R B E/NE Ry VN0 ETHY), 2D
ANWAY X7 E % Huh7 i@ CTEFEIFER S -5E121E, I PIa Y FYTANORERLI P N7
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K2 YANAZURZEIZEALI bay )7 (MAVS) O

A) ATIFFRY A VA SABC X, 2 MY B THMELIZEAET S MAVS O 428 T H IS
LUNVE I VEEGRFETOT T —EIEEICL VUL, MAVS 3 T2 3 bay R T L2
MlaE v IcEst <e 5. B) BRFLY A VA HBX I&, Parkin Z D E3 2 FF ) I—+F
4L C MAVS OFFREEMi 21T, 7077V — MMKERN R0 ICHE+ %, C) CEBIF%
7 A VA NS3/4A 1Z, MAVS O 508 HFHIZMET S AT 4 »#H A% YINI L, RLR #REKOMHE
2475. D) SARS 214 4 LA ORF-9b IF, MAVS LM HEA/EM L, RLR &EOEOFEIH
T PCBP2/AIP4 %4+ L T MAVS # L ¥ X F VL L, ZDH T T TV — MEAEN 70 4R 1235
(O E) ABIA 7V v A VA PBL-F21%, I b2 FY7HEERICERL, APm %K
TEEL I MY FY) T AYm ORTIEAERE LT, RLRBHOEEICEAS. MOM:; X b
2y ) T7AME, MIM: 3 bay Ry 7AJE

OEEEN (APm) 2L EED I EPMESNTVEPY HBX 03 by FY 7REICE, FFHIC
&35 68 FENS IITHEOT I/ BREHSEG LTwabboLlbh, FIZCILBFEHOVATA ¥
BREOEGHEETH L 2 LM S Twa W, EEIC HBX 0EMEHRE LTIE, H1% BAX K
R T RN =Y ACHELET 52 EABTFON TN EY,

—}Tix, HBX & RLR &% & oM B2 1ICBT AZERE D ME SN TWw b, HBX 1356k,
NS HFHDYV AT A VEEZH LTI Iy FY THEICEEL, MAVS LHHE/ERT A, £OERIC,
MAVS D 136 HH D) ¥ V3EIEA X T LR L, 7077V — AMKAEH 7 MAVS ORI 5 %
TOHE S, A RLR S 2 BICHIE T 2 2 2 5 22 o T B 20#%of%Ic L ), HBX
RN L X F UL M3y B 7 o#ERW5E (Mitophagy) 12E < E3 ZEFF 1) #— ¥ Par-
kin DA & BIFR L CTW5 2 EABH S 2 A 57219 (12 2B).

iii) CEFRY7C4JILZX NS3/4A 7OF7—+€

CEIF. Y A NVA (HCV) &, 75T A NVARAISY 7 4 )V A JEDO—ARSE RNA (75 A4H) 7 AV A
Thb. HCV IE HAV [k, BFEERBICERR—ARER) 7074 V2 EAESE LD, ZOR) T F
FEIWHCIE S AV Ak 70 7 7 — ¥ NS3/4A AW 51517, NS3/M4A 1L, &Y ¥y 7us7—¥ FAA
YEHTANSIY Ty hE, FOAT 7 —ThhHNMAA T 722y b EOEEAEEZIZLVIE
&, HCV AR 7054 Y ORZELDANIE TS 87 MAVS # B 35 2 L ME SN TV A,
ZOVERMRF & LT, MAVS ® C KIS &S5 508 FHHD Y A7 A4 VERIEEZ LY L, Fidko
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T ANWAET 1T 7 —+¥ 3ABC FkIZ, MAVS DI ha» N 7IERBFE, FOED RLR BHEOHER)
REH7-5318 (M20). BMBREVT L12, NS3/4A 2L 5 ZORIKIGOEER, I bay F) 7L
RIS C & % Mitochondrial associated membrane (MAM) 123 K519 &#%ic, ML75E 4
WARHZIES %5 GB 7 A )V A B B2k NS3/4A 7u 77—+t 3 Eitllfk, MAVS 2% L, RLR &%z
EFLIELHALRII Lo TS, XS I2TET T — BIEICIK S BAGIEROREE, o7 S
A NVARHIET 27 A VA TR S NZBIEDO L H 12 E 2 515,

iv) SARS IOFJ4JL X ORF-9b 2> /XU &

SARS (severe acute respiratory syndrome) I 2+~ A )L A (CoV) &, 20 F 74 VAFNR—% a0
FIANAED—ARFERNA (75 A8H) YA NVATHA, auaF v 4 VARYTY ) 2N 4 HOEET %
I—-FLTEBY, ZOHIHbDO—20T7 71 —% )37 EORF-9b (98 7I /M) LI bar Y7k
DB A HE SN Twb. ORF-9b 1d, SARS-CoV (2/&He L7z & s Ofifi < [al 5 O # kA S B S T
BHZ ORF-9b 123 2HiEL TNFEFTITHMBENTVE? . T4 VAY X7 BIZH L TldA&L
FHRMALESNMI R >TBY, [-strand #EICE A7 ORF-9b 13 &K% L, BEE L OMHE
TEMICET 20 FEF VO RBENTY S EHE SN BRE OISR E & LT, ORF-9b (23 b
AV FYTHERICREL, 2 Ay FYT7 -S4 FIZAFREL TV DB I ERENL?,. £/
ORF-9b 12 & % RLR DO HERFICBE L CTHF NV —TI2X o THEINRTEY, ZoEHETE L
TMAVS ~D K48 ¥ ¥ F ML R T HARNOFEET NV LI Twb (X2D).

v) ABISTINI Y94V PBI-F2 2> N0 E

ARIL TNV T A VA TAV) X, ANV NI 72V A NVARNCEHENS, 85HI T/ 25267 5
— A RNA (A FA8) " A IVATHS. IAV OEFERIE, T2 FH A b—3 2125 > THETEMBAIL
BAL, Mgl &Nz A VABERY 2 20564 7% S 10EM EDOY A VA Y ISy BH
BRENDD . HE25HICT— FERTW A PBL#ET 13, RNA KFEM RNA R x5 —EBHEAKD B
1% 721=y F2a—FLTEBY), COEMLRTORMDOTIUIEVH%5 237 EPBI-F2 752K 5
N2, CHEFTOMIRIZEY, PBI-F2137 A L ADBEE R BICELATIE AR LD, AL AQHME &
= FERTWEH A ZBH—TREVIEDPHLLII Lo TWE . 2O A VAY VX7 EIT,
2001 4R ICIEGSHIIN O I b3 Y RYTICREL, 7R M=V AZ2FE T L3 vary B 7HEAHRT &
LCRESNA® . PBI-F213, CHETICBALTEZLIRI bay MY THBERERD Y 4 VA ¥
VSZETIERL, S PAVRYTHICEREEND Y NI TH D I EDNEESOIEIZL > THLH
1275722 (M 2E). 203 Fay FY 7AB~OMBEET L HFHMT, PBI-F2133 ha > B 7HHE
B A2 Tom4d0 F % F OV 28 L TR AR — A IZEik S N5 DS, — MR EESY v /87 O Big
WCRBND X9 7% Tom20/22 ZHERE NS WTF vy AV x BB L Tz, F3E, PBI-F2 O—KES|H
(IR 72 2 b 3 >~ B 7k s 7))V (Mitochondrial targeting signal) (242434 7 3 /7 BERECHIX R
Do TV,

FEBIZPBI-F2A: Fay FYUTHICERT A ETED L) REEEZZITLDTHAHIN? INET
D7V — T2 5 > TPBI-F2 KM I b3y B TIHREBMOEK TS ShTwnws® 3 o
E3%3I b3y N 7OBREETIE, #45 & LT RLR EEEOMHER R E LTHAL2Y,

z =

CNFTRTELEIC, BHEIAIWVAT, 2077 LWNIZT— K ENT—EOBIETEWD, BIEN
IbI YR TEMOEPOMEER RO A NVARHRFE L THAET A I EDPMHERTE L. Kk, Zh
SYANAY X7 EOMREL LTI, YA NVAHGOBERELEAL DL EGHENMELEZ SN,
—HTENGEIFISE LTIEE (S Fa Y FYT) ORBBISEEL RIZTHFLOREFFET LS. KRIHT
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W, FEEICKT LA B L LTRHIC MAVS 2 HLE LT A VARIERDARIZOVWTE R L
A%, HiR, I IR TOMEEIIZIEICKATOL, TOX)BIANAY VS EIZEAI Ay
)7 E OB IR~ 2 CRIERRRE IS BT 5 L RSN A,

TANAY 8T EIZ K B MAVS ¥ 7 FIVIRENOIERMERF & LTiE, EIZ=207 7 AIZKHIT5
CENHIERL. —oOHIX, 3ABC R NS3/M4A IR ONE L) 7 a7 7 —EilEthic X 5 MAVS YA C,
RLRBEBOT ¥ 75 =T h I bary F) TREPOEESEL ZETTRO Y 7 FIMnEEERT 5
WiHchHs (M2A, C). =oHIE, HBX % ORF-9b 2 & D & 912 MAVS 2 EFF LFTI§5 2 &
TTu7 7YV —A0ERIEE, RLREBOMHELZITH)OMETH L (K2B, D). =2>HODPBI-F21%, &
Fe 7 MAVS ~NOBEAITOTIZ, I M2 B 7HAEOE X 2550 5 2 & THRERMIZ BIRGEIE % #)if]
THFETHSL (M2E). TOLHIIITANRAZIENETNOMLE ZF T T GBEOHT, MEOFIEIC
I DBEERERDS OB ZES L0 BEbhs. FAzbid, YA VAR LIz 7 Eilg 2%
AL TIRIIZBEGHE 0T B 8 72 2 G EE R RIS Z ISR T TITIT 5 2 L IIfE L 72w,
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Interaction between Viral Proteins and Mitochondria

Takuma Yosurzomi), Kai Yasvkawal? and Takumi Kosnsal’2)"
DThe Graduate School of Systems Life Sciences, Kyushu University
ZDepartment of Biology, Faculty of Science, Kyushu University

Abstract

Recent advances reveal that mitochondria are not limited to functioning only as the cellular
powerhouse and in apoptosis, but that they act as central hubs for multiple signal transductions.
Studies over the last decade indicate that mitochondria in vertebrates are involved in the front line of
host defense, especially against RNA viruses. Mitochondrial-mediated antiviral innate immunity
depends on activation of the retinoic acid-inducible gene I (RIG-I)-like receptors signal transduction
pathway, and the mitochondrial surface acts as a platform for the assembly of signaling molecules,
including mitochondrial antiviral signaling (MAVS) during the process. Some viral encoded proteins
target to the mitochondria post-infection, however, thereby evading the cellular immune response.
Here we review specific interactions between mitochondria and viral proteins and discuss their
physiologic effects on the host cells.

Keywords : Mitochondria, innate immunity, viral protein, RLR pathway



