50 R EHvbAh VDEDD
K 4 +M A#E
5 i 1B + ()
FAREES  FHKEREE (B 1295
FAREDORMN  FR2043 A 24 H
FAREGOEH FHAIE4EE 1 HEY
@ X4 Early and preferential induction of IL-1 receptor-associated kinase-M in

THP-1 cells by LPS derived from Porphyromonas gingivalis
(Porphyromonas gingivalis B3 LPS {2 X Y THP-1 Mgz T
IL-1 receptor-associated kinase-M 23 R DEBEMICHFHE I N D)

mXEEZR TE B B L&/ A
CBE #H ® F T 5k E
2R OB B & %

BEmXDOEF

[B&Y]

5 JERIRAEE D—D>Td D Porphyromonas gingivalis (P. gingivalis)FI® Lipopolysaccharide
(LPS)i%, MEPHMIEE T B Escherichia coli (E. col) BRDZN L IXR2 D AMER 2> TE
v, BHEOE MR A RIEEY A M IA VBEEIENZ EAHE SR TWS, L
L2A BIEHDBVRREE L MOV TOFERIZOWTIIHAL 2 L Ro TR, —
75, BRGERICBWTHAEYHURREE 2 o5 & £ 5 Toll-like receptor (TLR)i% LPS D&
BMICEET A2 EBMbNTNS, TF, TOTHROYV T MeEREARA S5 H,
IRAK-M, SOCS-1, SHIP, MyD88s 72 & TLR signaling (Z#IfIFNZVER T % FRERF DFELE
BHE SN TWS, 22 THEF 41X, ZH 5D negative regulator 23 P. gingivalis LPS {24
% 18 FHE OIS E MBS L TV B RIEEMEICIEE L, P gingivalis LPS IZX b~ a7 7 —
DIZBIT B TLR signaling negative regulator DFIRENREIZ DV TREET L7z,

[A1EHR L O]

Myelomonocytic cell line, THP-1 Z PMA (200nM)% #$H0 L 7= 10% FCS %572 RPMI1640 Bt
(CTABEFEER L, v 7 v 7 7 — VIt S iz, /b LI MIBRICHUR & LT P gingivalis, E.
coli DRI LPS (0.01, 0.1, 1 £ g/ml)% 10% FCS 777E T CTHM UFRE U7-, % 24 B
MIZRIT 5558 EIEF D INF- , IL-6, IL-12 FEA B % ELISA IRICTRAT LT, $£7-, BIE%
® IRAK-1, IRAK-M mRNA FEELDOFRKRFAIZ L% Real-time PCR ¥£I1ZT, IRAK-1, IRAK-M,
SOCS-1, SHIP D % »737 3¢5l % Western blot {5IZ THRRET L7z, F72, R 9 BEEICRIT
NF- k B OIEMEALZ ELISA I TRET LTz, & 12 IRAK-M £ 2 siRNA (40nM) % k5 > X
72 MLT2 o2& L, EOEREZIToI-,
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[#2R]

1. P gingivalis LPS FI¥4 24 RFE#212361) 28538 EIEH D TNF- o, IL-6, IL-12 FEA BT, E. coli
LPS FKIZ L B b D E B L THEITENWZ L3R bz,

2. P gingivalis LPS FFIZ & 5 IRAK-M @ mRNA FEELE L UF /37 BB E. coli LPS Bl
IZLBHDEHBR L THRICHEBRIN TV,

3. P gingivalis LPS BFIPKIZ X % SOCS-1 B L SHIP D ¥ /37 BEBUZHEIIZRD b o
72, (datanot shown)

4. WIHNOBEREE R LPS FEIZEBV T H IRAK-1 O mRNA EBICEENIFED b o T,

5. P gingivalis LPS K 9 FERILIREIZEWT, TIRAK-1 DR HIH X iz,

6. IRAK-M FEH) siRNA IZ X Y P, gingivalis LPS FI 9 BfEI#12381) 5 IRAK-1 DOFEHIME
I, .

7. IRAK-M 21 siRNA IZ X Y P, gingivalis LPS #I¥K 9 RFE#£12331F 5 NF- k B OiEHEALA3
RE X7z,

[(B£]

P, gingivalis LPS I3~ 7 1 7 7 —VIZB1T % IRAK-M FEHE KRR L7z, SOCS-1 BX
UYSHIP % TLR signaling IZHIHIENCAER 5 Z & B3E I TWB D3, P gingivalis LPS 1XZFh
bORBIIKT L THEL RIZ IR0 >7, P gingivalis LPS IZXV~ra 77— IZBir?
IRAK-1 DAY S, ¥ 7-7 ORERIE IRAK-M 23 RECHITER SR & —B LT
Wz, EbiIZ, IRAK-M FEEH siRNA IZ LY, P gingivalis LPS FREIZE 1T 5 IRAK-1 DR,
NF- k B DAL, TNF-afEAMEESINTE, b XY, P gingivalis LPS i3 IRAK-M %4
LU TRIEWEY A N A VEAZIGIT 2RISR SN, L IZiIXEAZOBE(LICBES T
DAREME DB X HiILD, LLARA 5, IRAK-M REEFIEHBEIC W CIBA SN TR LT,
ELRDIBRFBMETH D,

G5

P, gingivalis LPS 1%, ~ 7 0 7 7 —UIZ81T 5 IRAK-M BHREZFFROITHER L TEDO FHROY
JFIEEREAET S 2 LI LY, HEMROESEIECES LT\ 5 TEMATR S h
7=

(EFEEBROER) '

77 LREMEHIE DR T D Lipopolysaccharide (LPS)iXFE A JRFEM LB
B, Hx OHMIRICR U TRIEMY A NI A VEAZRBTRFTHILEZOLNLTWS,
LPS AFE T HRIEMET A b4 13, MBEOWFAICETR T3 DICSHEATH D LR
2. ENEEPEEISEOMNE L, HEARICBO TSRO ECHEE BRI %
FIEEZT, L2rLARRbRESEIINEAEDOHRIERRAT 4 =—F —0, TERRE
7= IRAK-M, SOCS-1 2 ¥ D TLR v 7 VREBRFIC X o THEHE IS, Z0kHiT
ARNTIIRA R BEEBRREINEEZa br—L L TW5,

IRAK-M 3B -~/ 077 —TUROMBICERENICEIR L TWAHHF T, TLR #IE
IZE VFE I, MyD88 2> IRAK-1 & IRAK-4 DBz #fH+ 5 Z L iz kv IRAK +
TRAF-6 EAEKOEKEZAETS, SOCS-1  TLR #IEizLvFEIH NFxB ®
STAT-1 DIEHALEET D, I X4 TiX SHIP <° PI3K 2% LPS FHE ML GE
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BT ARAGHRF THH I ERMEESNRTWD, ZORERFBEE~DBED &
A—=TUEEEIL, RAZTRFZ IV RIZEbo T3,

Porphyromonas gingivalis (P. gingivalis) (3B R 7 v b DEBEE TSNS 2
T LAERMMETHY ., HEAROERRFEMED —DLEXONTWS, P gingivalis
S LPS XA N 7mERTTHY . BEMREZRE L TREAT 4 =—F—DEAZRT
2. FOEMHDLTH S Lipid A 1%, Escherichia coli (E. col) H13% LPS & bk L T4
| IEEDMEWZ E BN b T W5, P gingivalis Lipid A iXBNMIE & LR L TRV RE
e B BRICHE O LIZlEB 2R > TW\WaB 72, b L iX P gingivalis LPS 7% TLR4
T2 TLR2ICE VBB END DD L) RIBEMEH®E D BB LT
AR, RIEFZFOBBEIIALNIZENTWARY, £ IZ TEMITIX. P gingivalis LPS 7
EROAHRFORBRERET S Z LICI WV BEMBEOEISEENFIEEZ ST D AIEE
YEEE X LLT OFE TR 21T o 72, :

HERZRHREL TH S THP-1 & PMA Z ¥R L7z RPMI1640 B5HIIZ T 48 REfEIEEE L, ~ 7
077 —IMb &R, HURE LT P gingivalis, E. coli DE-HFEHE LPS (0.01, 0.1, 1 1 g/ml)
UM URPE LT, R 24 RIS 1T 535 LIFH D TNF-, IL-6, [L-12 EEA &% ELISA
EIZTRET LT & 2 A, P gingivalis LPS FIBRIZ L 5 EFROTXTDOY A b UA VEARIT,
E coliLPS RIBIZ L B b D L K L THEEIZIEWZ E B3RO biviz, £72 P gingivalis LPS #ll
Bz & 5 IRAK-M @ mRNA FEHB I OF LRI BBUTE. coli LPS FIEIZ XA b D LB L
THRICHEBEN TV, £D—J, SOCS-1 XV SHIP D% /37 FEEIXWT D LPS
FRIZ X > THEEITRD b hoTz, F72 LPS FIKIZ L 5 IRAK-1 D mRNA FHIZE
BIRB® bR o723, P gingivalis LPS I 9 R LIBEIZIW T, IRAK-1 D53 ED
Wl &Nz, ZHUX P gingivalis LPS BIEIZ & ¥ IRAK-M ZELS EA LRy & —B L T
7o ZIZTEDBIZIRAK-M BRI SIRNA # FF A7 27 NLT/ w27 ¥ DU L, [FEkRIC
FEIT o7& Z A, IRAK-M B2 siRNA (2 X Y P gingivalis LPS FI¥4 9 REfEI#& 2RI
IRAK-1 O fEIMERE X, FRREHRICEIT D NFxB OiFtE koMt sz, I EXY, P
gingivalis LPS X IRAK-M % U CRIEMY A MU A VEAZIHI TSN RS, &6
IZiXsE AR ORI BE 59 5 FTREES R S T,

AT —~< 13 B ARG R OHIEBHEORE & v 5 BRp02miEN Y T < | SEmflo
AT =X LG TR S S Bz e iRIERIEDRRBIC O R 5l b 5, £z, Th
b OFRERITEERDIREIRA I =X LORRIZHHFETHHDTHY ., FAmILE L
THHoDOMEZRED 5,
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