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I 1L, 38 - 4T WEEICK D HS OBIETEWTD
L—HOWERY (722 % —) ZEEMEA~WTS. 2
NOHOLT =75 —3EIEMBO Y X7 BOMRE % Bl L 72
D, YR CLE R LE Y S FIVEERKE AN, Vv 2 L
2055 LX), BEYEHRICEERLEHERLL TV,
LAL, BRERADOLDLEL L HFAEL TS,

I IR R O e RE L EAi IS s s 7 2 7 ¥ —
Wi, EEMROI X F VB AT AT 5
ECRBAOL I E MBS E 25 SR T2 H 5
ZEDHE SN, FOST A S =X L&D AR
WHEA TV D24 CSDORTIE (1) ¥ 5 F V565
DEEFERZ RO (ZEFF ) F—ERPrF
FUALEEE) L, QEEOIEFF L BHRE T 5
SFIERHTES (R2). RUIITZEFF 25 RERKIC
Mbbr7ryy—LZORREIIOVWTIEDL (1)D
Ble LCid, WaexF AREEZ RO VES T W
DITT V¥ —SseLRLV IV ATRHDIT =7 ¥ — RavD
BT oMb, SseLIZKO3HZ UM § i Z:H, 1A
I @ aggresome-like induced structures (ALIS) @ % % [
ST, BEOLF— N7 7 V=B WiHlT 52 &h
Wt EN T3, RavDIXEHURT Y F F » {2 YIW 5
LWL FF AMUEEHET, L IF A T W OEGRIC NF-«B
(nuclear factor-xB) ® ¥ 7 F L OiEWALZ WHIST 2. F
72, WEMBE AR X T VY A= EIZow Tk kil
5. Qo LT, MRENzZHESTLZ2EXF Y
#"— € anaphase promoting complex /cyclosome (APC/C) @
PN+ Ta 5 Mad2L2 (& L, A EAlg oMl & 5 o
HEAT % %S % IpaB'? %, E2WE# L #iAT 5 2 L TlkBa
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K2 2UFFroRRicbamEMKoT T 27 ¥ —
(1) 2EFFUrBHIROBREELZFOHT (ZEFF 2
H—ERWrr x5 MEEE), QmEEOLEX T L EHiR%
H#S 5507, Ub: ¥ FF .

(inhibitor of xB) D7 % [HE L, NF-xBDEMEAL % 15T
TWVBOspGAS G SN TV B Y, X5 104, HH%IK
IS L D LR F VB AT AR WL, RIS
EHIATAZ 7 27 7 —=HHEEN TS, LITIC, S
M 7% o 72 BLBOGBERE 2 #7035

3. WEMEOIEXFUH—F

Ao e By, 2EFF Y F—BIIHEESY V7 B%
Rk L TLEFF MLTH2WHRTHY, 2EFF Lzt
L7728 YNGRV AT AIZBWT, BENEEEZRET
ZEEHSTVwD, Ao EFF V) F—EiIZK
&% { HECT (homologous to E6-associated protein C-terminus)
B & RING (really interesting new gene)/U-box T & (25317 5
Nz WEMEHOL T =7 & =121k, BHOLEFF v
VA — X 8 2 4~ (HECTH R RING/U-box ) % F¥
DILT7xyF =M, WAL IR Z-HLwy 47
DIEFE R AL Y RFOIEFF ) F—EPHE ST
214 15>.

1) HECTEUH—+€

M@ oRhEEZ ISR TYIVERTHO IR
WAL TE 2> 5 18 FHALAC W S 15 SopA IZHECT R Y 47—
¢, 15 MO TRIM65 % TRIMS6 % 1. ¥ & F 1L - 4
4 %'9. SopA & 25%DFRET Y — &R d B I TE K
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K1 2EFFUBHIY AT LD AHEEMEOL T 2y & —
Fiig 93 LA I7x78— KEWY R TH YER B SCHR
E3 HECT EHEC NleL INK GENE I P 18
Salmonella Typhimurium  SopA TRIMS6, TRIM65  JHE It 2 il ) 16
RING/U-box EHEC NleG2-3 AN FEREAR A 21
Legionella pneumophila LubX Clkl1, SidH FEREAR AN 19,20
Pseudomonas syringae AvrPtoB Fen, CERK1, FLS2, fRyZ#lil (fity) 22
BAK1
NEL Rhizobia (FALTA) NopM | FEREAR A 49
S. Typhimurium Slrp ERdj3 AR b L AR 23
SspH1 PKNI T v Rary ik 23
VT FIVIHE
SspH2 NODI, STG1 FAEIG B 23
Shigella (FRHITA) IpaH1.4 HOIP SIS E N 30
IpaH2.5 HOIP ENE I B 30
IpaH3 A FEREAR A 26
IpaH4.5 p63, Rpnl3 SERE ] 23
IpaH9.8 Ste7, U2AF35, ENE I 24,27, 28,29
NEMO, GBPs
IpaH0772 TRAF2 JERE NS - ) 23
IpaH7.8 GLMN, NLRPIB  RIEISEEAE 31,32
Ralstonia (VA F=7) RipAR A ORI (i) 50
RipAW AN SN Chit) 50
XL-box Xanthomonas campestris XopL ANH i 33
DUB S. Typhimurium SseL OSBP1, ALIS Al 48 10, 51
F—bt7 7= VHl#
L .pneumophila RavD LUBAC JERE N 2P 11
Jli SUMO1ti#3% DUB X. campestris XopD ANH FEREAR A 34
7 3 FALREE Shigella Ospl Ubcl3 I P 38,39
EPEC/EHEC Cif Nedds, Ub CRL B & G AL RH 5 3, 35,36
Burkholderia pseudomallei CHBP Nedd8, Ub CRL #H A& ME AL & 3,37
Photorhabdus luminescens  Cifp Nedd8 CRL &R TG VEAL BH 3
Yersinia pseudotuberculosis Cify, Nedd8, Ub CRL ARG AL FH 5 3
L.pneumophila MavA Ub FEREART 40
Bi7 3 FALEEE, L. pneumophila MavC Ub, Ubcl3 3y =Si il 40, 41
NG VATV EY I F—F
Z oAt L.pneumophila SdeA SidE family Ub, Rab33b, Rtn4 LY ¥ F fLHE 43,44
EPEC NleE TAB2, TAB3 JERE N - P 42
Shigella OspG UbcHS5 I 13
EHEC OspG | FEREAR AN 13
Y. enterocolitica OspG A FEREAR N 13

EHEC - enterohemorrhagic Escherichia coli, EPEC - enteropathogenic Escherichia coli.

% i (enterohaemorrhagic E. coli: EHEC) @ NleL & 37 /R #§
FERRATIC X D HECTR) ' —E¥TH B LWL IR -
727, nleL % KIFL7- EHECHIE, LRMIIICHESCTE %
WZ EDH 5N T WA, NleL i c-Jun NH,-terminal kinases
(ONK) €/ 2 FF fbL, INKOEHEALZ P05
W HHEOMZBIIMEATVEAY, ERICBIT21EF
FMLDERII S O R DB PLETH 5.

2) RING/U-boxE U H—+t
LYFATHOLTI =27 ¥ —D—DTdH5HLubXIE
DDU-box 2OV H—X¥T, LIFTATHDOILT =7
y—THbSidHx 2L FF ML - FFT 52 LT, ¥7
077 —YVHNTOLIYF A ITHOMIMEZIEEST LY.
7z, invitro TIIMEE D Clk1 (cdc2-like kinase 1) & FEE L,
IEFF AT H I LRI N TS, BB
BHCKIDIEFF UALDBERIIWSLNICENRTV WY,
FVE A T W E WK (enteropathogenic E. coli:
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X3 IpaH9.8 12 & A &Yt 2 Hil £
FIMBED L7 = 7 % — IpaHI.8 L, R B R ICHF LI Nz
GBPs & 73 L, AR ONLHL - B2 dm L, e kT 5.

-

EPEC) WIELHIEENTWA LT 7 =227 ¥ —Td 5 NleG
77 3 =X 20 EEFAE L, REEMAT A 5 RING/U-box !
IEFF YT —ETHLIEPHLLII o7 L
L, ZORERBEINIRITHEENIOVWTIEEZAHTH
5, WWHREEO 2 Thbya—FEFA - T ¥
# L (Pseudomonas syringae) O L7 .7 ¥ — AvrPtoBlZ,
NleG & 137 I VLNV TIRAED Y —2MK0as, ik
RESERAT 20 © RING BUCHM L 72 iR s 2 Ffo 2 ¥ % F
YUF—ETHDIEFHLNITR 572, AvrPtoB IE, Fill
YoORERKISICEELZFEEDOFF—F¥ (Fen¥F—¥ 4
£) v FFoAbL, HFTHILILD, WP ORE
KRB F /88 — I X 2 REIRE 2 HT 2 E 2 6N
“CU\Z)ZZ).

3) NEL (novel E3 ligase) B —+€

D ED XS BRIGFEDOIEFF ) H— VI L 7
ERHOUN—FIZMZ, LI AL TO)H—ERKAL ¥
RO — ¥R A LIESN TS, NELEY 4 —
Yi, ¥IVEARTH (SspHI, SspH2, Slp), #HIH (IpaH
7739 =), WYWORER (RipAR, RipAW) 7% & D ¥ 5
MHEICDIESHIE SR TWw B 22,

AW O3 FWEELSFWEINDLITT 27 ¥ —T
HBIpaH 7 7 I — IR 12FBAFAE L, € DR
L, NZE ¥ 12 leucine-rich repeat (LRR) 253 O, CHK i

mREE TRA
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HOIPD 53 1%

,, |

NF-kB ;&1L

NF-kB ;&b [E:8

J
R4 IpaH1.412 X B S0 I i 4
R O O &G L C, LUBACIKIESIRAR Y 28 % F V84
2R L NF-xB R 2 G L, BgUnE a5l SRa 3. Ly
L, AR9A B UK Y E 12 IpaH1.4 % /3§ 5. IpaH1.41, HOIP
FIUEFRF AL - 5T 5H T & T, NF-«BREHEOWHAL % i
L, ARHITR KGR BT 5 45 00 S BUR % i3 5.

7 7 3 —NTHEEO &S, 2EFF Y 7F—Hik
V2 B O SHIRDEAE T 5 2. IpaH I Z VARSI MATIC X D,
HECTH! R RINGH! & Vo 22RO L FF ) A — X
LRBRERLF LW A TOLEFF ) H—+F (NELH#)
THLIEDNWOENIT 5725 IpaH7 7 3 ) — 13,
NF-xB ¥ 7 F WMZ Il b 2 ER L F 22 35~
it - 53352 T, RHEDERIIBWTHFEI N1
FHOGEISEZIIH T L2 LA L2, IpaH7 7 3
V=% Y7 EDO—HTH 5 IpaHI 81, IKKHAERDOME
J§%55 T CTd % NEMO (NF-xB essential modulator) % LY ¥
FUALL, 3T A LX), NF-«BREBEOEEALZH
HIL, FRPE KGRI BT 518 E O SRS &2 35 &
ZZAHN5Y. X512, IpaH9.813 GBPs (guanylate-binding
proteins) & AEET 5 LA SNz GBPIRA v ¥ —
7 o0 ARGFICHEE SN, R ZRSZ Lo h
TWh. ARG ICGFE S 72 GBPIE, IpaH9.812 &
VRS, R OILE - WAL, BREEIRT
HEEZHNH®Y (K3). IpaH1.4 & 2513 linear ubiquitin
chain assembly complex (LUBAC) % L C\»% HOIP %
U FF AL - ET AT LT, NF-xBREBEOEMEALZ
H L, RIS I BT B 1 3 o JRE RUS & #I 5 %
EEZH6N2Y (K4). KRR IE~Y 707 7 — VY
THENS, v7u 77—V OMBEEFET L LA
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LN TWwA. IpaH7.81%, Rbx-1 D#HIHF TH % Glomulin
X, 4 v 75<V—2 (inflammasome) DN TFTH 5
NLRP1 23§52 LI2&D, 27077 =047
FIV—LEEWLL, ~27 a7 7 — Y OMINIIE % S
HEEZOENLN? Ml &2 DlpaH DILEIF RS LD X
HCRT B2HHANDL 72021, IpaHDIEEBHF A A >~
TdhHLRR EAFTEILE & %87 B & OBARD AR &
MRS HBFEINS. FVELXTHONELT 7 3 1) —
(SspH1, SspH2, Slrp) (ZHIVE % T WO EH R RIEIHEI
BB T ENbhoTELD, 3575 LM VLET
HbH. FIVERTHONELTZ 7 3 —I3Z DREERAT D
5, RExBHT A LT, HOWBIE D S GRS
BlbETHEEZONLY. L L, RBITONELT 7
IY—=b% L, Sk MRBNR 7O T4 — AT EID A
N7 F OB EIRR R BRI 2 1T\, R I o Bl
RIZFNEL 7 7 ) —OFEIRHIHIR SN,

4) TOft

TR, REW IR (Xanthomonas J&) 0 3 1 45 iWh 2% &
L7 x5 —"7T»%XopL (Xanthomonas outer protein L) &
W OMBLZ2FHET B e bhorz®. ZotEm
MC X D HECTRIRPNELE & 3R 2 28 LwHlo 2 v ¥
F o) B —EHE (XL-box-type E3) %D Z & A S H
2% 5727, XopLDE3 F XA YIZKIISDLE FF V8
PR T A0, RO E LTy ATA Y EfbRWw. N
KUGIZIZLRR 23D O, SEEEIEDLNZ EEZ X515,
& B2, Xanthomonas )& D L7 x. 7 ¥ — XopD X it SUMO
LR B L OB x5 VLEERIGEY S 5 2 L & H
270, MY OREMEOBIISE BT IR F »
By A7 AV EERMEEZLTVDLEEZLNLY,

4. BEDIEXFUBHY AT LEHETZT77
9_

1) Cif773J—Il&B31ExF EBEHRZEOMEE

Cif (cycle inhibiting factor) 7 7 I 1) —IZEPEC D& 7% &
3, 0157 X Burkholderia J& W E OFRIEMIE IZ S FIET 5 T
7 x5 =T, BRI ST 2 HT 5 2 &
BHLNTWZZD, ZOHTAH =X LIZDOWTIEAHET
BHot™, ZONHRHEERNIICEY, Cif7 7 I =1k
ATAV-CAFT TN I VBOZDOWE R E B
OB7 I FEBRETH LI VWS IRk, &A
EELWLOPD TNV —TOMER R, S, CifldzrF
F M.y » /2 T A NEDDS (neuronal precursor cell-
expressed, developmentally down regulated gene8) &#i& L,
NEDD8D40FEHD 7NV I V%7 I FMLLTZ V% 3
VRIS 5 2 LT, MR O MATICUHOEE % R
723 CRL (cullinl-ring ligase) V) #"— ¥ Ok % #piill 3
5T EEHWIEL. 2R E LT, EPECEAMBA
TIESCFDOIEETH % p27 3% R L, AN O LT3
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TRAF6AC1EFF 1t AEFF i
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K NF-kB &1k NF-kB E1E{b B8 /

K5 Osplic X BEFLEFTF VRFEONA Vv v T

I JEUHIN A 0 I Ge 12 % L C, TRAF6IX K63 81 2 L L NF-xB#%
BRI L, BPUSE T &R T R 0 RYelE 550
S5 0spliZUbcl3D100FHDO 7V I v &2Bi7T I FEL,
RIEBICEE 2L E X F Y #— ¥ Th % TRAF6 DI TEAL
ZIPHIL T, RASHINE o S FOG & ]9 5.

W5, BRI % D ER A 2 3 L R
SHMICBEI L CRBEE L, 2~3 0 TEE»H Ll
EANEEDDL Y — v d—N—%ffo T3, BHEMRO
= v F =N IFHE RGBT, WEERORYE 25
YA 2 R 2 RGO —2TH 5. Zhi
xf LC, EPECIXCif%& 4ih L, &GsHH R oo M 75 31 (47
EF—UF—N=FHITLIEICLY, BRI EST
Lr#EZbNDL, —#OCIE7 7 I —IINEDDS D A 7%
59, ZEFF BT I METEIENTESL. N—7
HRIVT) T (Burkholderia) & Cif (=CHBP) (%, NF-xB
B DTG TEAL O PIHI R, MAPK ¥ 7 F VR DG MEAL % 47
)T ENMEI N LS, MOIEDDH HHENED R
BRI TWDEY,

2) OspliC&k 2 NF-«B Y T FIVEERKOEE

Fl L7z X 9 WSHRBEMIR O T 7 = 7 & — 3 M K GRE O
FIEWCEE 2 EE 2 {20, 4L, RAEOH LV
L7 27— FOWREEITW, Ospl & [iwE L7z BEfF
DY NI EERIREQY =W hho72720, Ospl DX
AR S AT & 47\, Ospl HAILIRRE O VLR % e L
72 ZO#EH, Osplid, Cys62-Hisl45-Aspl60 O filt fi =
BRZEYL, AT vy 7ur 7 —BEEN L 22E AL
W&z e D7 I NMEBEETH L I EHL MR- 72,
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Ospl DIEGZ BT 5 HEZ R D 729D12, Ospl & #H
BIGES VS HEREL, Ubcl3ZHELZ (K5). L
Y dF kiR (E2) TdHh S Ubcl3idUeviA L AT 1
“wfA 7 L, E3 T3 5 TRAF6 (tumor-necrosis factor-
receptor-associated factor 6) & :f% L Tl &, TRAF6 % L
EEF bt 5. EGIZB W TTRAF6 DL E £ F ki
THDIxB kinase (IKK) #AMAK, S 512, ZO T
HHNYTH A NFxBEZIHMHEALL, 235N TA
MAYRTENA VORBEFET L. OV T F VR
FRIZEGUD B R 7 LIV X — b e EICHE 2 SIERIE S 7
FNTHB?. E5RDMIICEY, OsplAtUbcl3 D 100
FHOZNVS I V%P7 I FIELT, Vg I VERICEH
T5ZERAVELE (K5). Fx ORGSR S
NI =% % 7 7 = VIiER L7227 3 MMb
WHEELH 205, Osplid Ubcl3 D7 I MEEEE TH
b EARENTZ. OspllZ X VBT 3 FAES 7z Ubcl3 i
TRAF6 D LY ¥ F L& #ifll L, TRAF6 % /-3 % %%E &
TP VEEEEASIEHAL S T, AR RS BT B KR
PO ASIH & 7z

51T, KA IZOsplIc & 2 JEH Y 722 Ubc13 72 ik B A6
FHERHE O B# % Hig LC, Ospl & Ubcl3 HA R X #tik
SRR RAT 2 1T 5 727, Ubcl3 L LB ICHEREZ LT 5
ANIE VT Ospl C62A % HIVy, Ospl C62A-Ubcl3 #A 1k 37
RHEE % Perg L7z, Ospl C62A-Ubcel3 A 1AM T ld Ospl,
Ubcl3id & & ICHMUIREE & ko2 fkfEz L), Tk
&, BL7 3 FALMBHE % 5217 % Ubcl3 GIn100 @ fl A% Ospl
DOIEVEFAL 18] o TREE LT 72, Ospl & Ubel3 OAHE.
PERTENEBOK T O T & AT & FE o 72 REA L S TB
D, OsplidZNOH_ODOWEEZFHT A LT, Ubcl3 &
BEMICHEELTWB Z E2URENT. ULofFENS,
K2 1E, OsplAtUbcl3 % FF R IMICEEF L, Ubcl3 @ 1007
HoZVg I v a7 I M3 520 T3HEEHS 2L
= Stk BT 3 FAEL 72 Ubcl3 25 @ X 9 |2 TRAF6 L
xS0 N —LOREEZHET 20OV TEFH LW A A
ZALDFHPIGFINS.

3) MavCIC&k31ExF EEREBOEE

t MIMigRERFIERITLIF A THIE, 4850
BB S B0 Lo T7 2y 7 — % oy G 2 fE M
JalZs 5. Sho6DT 7 227y — 3G (7 X —
N7 T 7—) WTOMGER KGRI B %
HETLH HeoT 725 —ORIEHROEN O K EH
5, —DODIT 7 ¥ —ORB\TIZIE R RBATA SN
T, AT T 27 7 — DRI T AEEREIE DA S v
FEThotz. MADTT 227y —ORIEME W #EE
WS, A DT T 27 ¥ —OHALFIIERRENT A
bbb EHhY, BE, VIFTATHOZ T 27 5 —
OWEREN D LT oM S IC o TE 2 FiZ, MLARe
YEMETAI 7 77— 8 oy I FN IR 2 R
T ZEnbhroTE 2095, Lpg2l47 (MavC),

\\ NF-kB EM1L NF-kB &L B8 /

E6 MavCIZXBEFELLEFF VREBONL Vv v s
LIYFATHDOILT =7 % — MavClidUbcl3 &AL, B
F > (Ub) DAFHDOZ VY I V2T I FMET 5. Z0k
B, KE3HDE AR &, NFE-xB ¥ 7 F )V DAL A EI]
5.

Lpg2018 (MvcA), Lpg2019DHEFEIZ D W T O H L WAl
HEMAL7w, Valleaub i, KoL 77 7% —#
(Lpg2017, Lpg2148, Lpg2149) DHEFEENT D 7212, X
K A SR 2 4T 5 724, MavC & MveA O E 2 i L
ToAER, CifE MDD B Z D Ro2 ), BT 3 Rt
BHETH L e S 7z, Valleau 5 1%, NEDDS X L
EXF I LT T I FMERIS 24T, MavC & MvcA
IINEDDS Tld7 <, Z¥FF V%P7 I MLy A28EET
HHIEERWEL. MavCldUbcl3 AT 52 L8
RSN, MavCldUbcl3~ZLEFF DI FF V%2l
73 L, ZORPEKIFOBEAPIH S, NF-xB >
TFVOEAL PR S s 2 L2 RV L &512,
Lpg2019 1L &G M HE N TMavC F 7213 MveA ISHEA L, T
Ji OFEREZ IIHI L 72, Lpg2019iZ MavC % > /8 7 H % B
22 &1I28 D, HEICHEBIT 2 MavC ¥ ¥ 787
HERELTWDLLEEZZ5N05Y. PDEOHENS, LY
FAIWOLT =7 & —BEHRMICEE, LITATH
EH A\ E R RkEE2 T EEZOND (K6). —T7,
MavC (] Uit b2 D 5 v A7V & 3 —Eiftk
bHETHIENWSHITHR 572, MavCid, Ubcl3 &1
X F U ERGUERATER L, Z OkHRE K63 HOE A
SNBEEZOLNS.
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4) ZOft

EPECT7 227 % —THAHNEEIZAF VT VAT =
I — i % ## 5, TAKI-binding proteins 2 & 3 (TAB2/3)
EBEiL, TEXFFUHEOBAEEMETLILICLD,
NF-kB ¥ 7 F VO iGEAL 2 Bl 3 5. B7 3 FILBE#E
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5. FIRRICEBERODI 74—
LIYAATHOL T 27 ¥ —THASIAET7 73 —
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WAL B AT C & 20 AY, SdeA # B S E 5 2
LI TE L L)1 5Y. SIdET7 7 3 U — I
X F ALEERTEMEZ FED M X 4 ., phosphodiesterase
(PDE) FAAL Y, £EJADPYERI NV IF A7 25 —F
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KX A4 v aFD. 2095, MBI mART DR
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RAEMIS, 2EFF U2 REICBHiTE2METHL T
EDH ST o7, F72, SdeAlEmART F X £ VKA
MIZZEFF ORFHOTIVEF= V% ADP ) K ¥ vt
L, #WT, ADPYRI MfLkdh7z2¥*F »%PDE N
A A R HF AR Y R IUET S, RARY R
fbEh/2 x5 U 1F, 28X F U BHUSRE 2L R
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., SdeA ZFBl X R 7ML TIE 2 ¥ F F L IBHfEIE AR
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FHEMBATHEEDLEFF YA —HIZLoTLEF
FoAEZTEI Ty —bFHESIN TS, kL
T, YVELATWDOILT =7 % — SopEiFRho7 7 IV —
D GTPase D77 =¥ X 7 L4 F FAHM T (guanine nu-
cleotide exchange factor : GEF) & LCHj%, #VELTW
DRARFICHINE B ZHH T 5. SptPIERho7 7 IV —D
GTPase ® GTP 7 — ¥ {1t ¥ > 737 B (GTPase-activating
protein : GAP) & LT X, SopED# DM % F-> Tw
b, NSO T 27 % —1LSopE, SptPDNHTLE FF »
b2, SRS NE I LIZEoTHVES T HOR AR
OMIfEEHEZHBML TV, LarLl, chboxz 7y
=% IR F MLT LR F ) A =YL T ERES
NThwv. $72, fRREOExTIZChl-bIZL > TLEFF
AbEZ, REND. chl-bRIAT T AFE AR <
ZATHA, ExoT BEAERRIRR S HWVIERZE 2R § 2 &A%
BENTWDO NS OMRIE, 15T O RGBS
LT, ZEXRF VB AT APMEDN TS —FITH
5.

)y, ¥ FF kS 737 (ubiquitin-like protein :
UBL) T 4ISG15 (interferon stimulated gene, 15kDa) 12
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SV HRRARYRYMET S, FAF) R ILE Nz Y+
FiE, ELICZEFF 2B LI v,

X B RNRBAEH L 7 A v ARG T B 1 E O KRB >
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S OEGIC BT A ERIIMON T oz, L
MWLM, FE, U AT THEIEGICHE, Mgy v
N7 BHISGISALAMEE SN B 2 LG s h®Y. $72,
ISGISRI~ 7 ZFH AT < 212N, Y AT T H
PICHWEZEZ R TIPS NICEN E5I1L, VY
A7) T BB TIE, MR IV VRO FEET 5
We s 287 B ISGISAL SN TEY, IL-6RIL-87% &0
L NAA v OGWERET LI ENRENT. Lo
T, ISGI5IEY A7) THEGAI B W T, IL-6RIL-87% &
DY A S H A VR E ST 5 2 2T & 0 RGBS
B¥peEZON5. X F VIBHiFH UBLBH O
HHEICEDLBHEEMEOT 7 = 7 ¥ — D[ ER RS b
HEETH 5.

6. BBbHIC

HEMEO LY FF VB ICED 2 S F S 20
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PEATVS, LHL, WEHMEOTZ 7 =7 & —I12i135%h6E
BAHLZ OB CFERLFLEL, GHhdbIEFF Vo
RIEEICE DD LT 27 7 —DREIHL I N FHX
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