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G 4 The anti-inflammatory effect of 10-oxo-trans-11-Octadecenoic acid (KetoC) on
RAW 264.7 cells stimulated with Porphyromonas gingivalis lipopolysaccharide
(Porphyromonas gingivalis LPS #I# RAW 264.7 235 1) 2 B R EEREMERE I
I KetoC OHLRIAENEH)
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(55 ] B HERIEMR B CTH D HERITHT D1ERE LT, RIEOa L bue—/WZEH L7
DIRIFRIE~ORLAEE > TWD, Sl fafifiglimg 10-4 % Y-8 7 v R-11-F4 7 27 &
(10-Oxo-trans-11-octadecenoic acid : KetoC) 1%, U / —/VEERA LA U~ L fafifk S5 imfe
THEASIND FERIEIED TH Y, HxR/EBIERE269 252 ENTERLNER>TND,
AL, KetoC OHLRIENEM & E D53 FHIEIZ DUV Tin vitro [IZEB W THEFT 21TV, A RIR
OIS LT,

[ HiE] ~27 v 77— UMk RAW264.7 % KetoC |2 CHIALERS:, 32572t 5 995 SO
Porphyromonas gingivalis PN #3% (Lipopolysaccharide : LPS) (2 CHIBLZ 4TV, SFEAEMEH A
k%4 > (Tumor necrosis factor : TNF-a, Interleukin-6 : IL-6, Interleukin-1B : IL-1p) Di&fxs 1-%
Bl% gPCR ik, & v /87 B384 ELISA LI THRMT Lz, IRIFEEZ AR L LTHmbND G ¥ v
R WA Z K (G protein-coupled receptor : GPR) 40 3 X (Y GPR120 (2% A KBy 7 v 2 =2
=AM AWTRIEMES A A VPEAE~DRBE L RF LTz, £1o, RIENEIZEET 585 K
¥ (Nuclear factor-kappa B : NF-xB) p65 % > /X7 3¢ 8% Western Blotting 722 CH##T L 7=,
FESL L LPS Tl L 7= RAW 264.7 HifElZ B C, KetoC (Sumol/L) THALE T HZ L2k b,
TNF-0, IL-6 OEE RIS LI OZ X7 3B, I 5T IL-1P DBE FRENA B L,
GPR120 DAFHET > % T=A h THLET 5 Z & T, KetoC |2 L HHRIEMEHBIHERT B & &
H1Z, NF-kB p65 &% > 737 DEEN~OBAT b S L7z, —7F, GPRA0 DR T & A=A |
TIHE DM DD LR o7,

[55a] KetoC IZSEMEAMAR =D GPR120 2 &% L C, KIEMEDA b A > TNF-a, IL-6 35
FOVIL-1B DFEAR LT NF«B p65 % > 737 OBEWNBAT Z Ml L=, € OFEM7e A 1 = X LT H
RAOMBIMMBETH L0, WERIBFEIZI T 5 KetoC his FH O FIREMEDN RIR 7z,

FEREROEE

AR DOMGET —~ DELME, e R L CoRMEITo 7=,

R DI RERT 330 AR O ENZ S WCREDOH FAZ DWW UL, TR 25 7-, 18
PEROHEITIZBW L, MEK 0BS5S (Van Dyke, 2008) (2% T, RIEMEY A S A > Dif
T 72 A PED AR EE DEATICRE 552 Z ENH LN E LTV 5 (Bartold and Van Dyke, 2013;




Bartold and Van Dyke, 2017), F7-, ERIRAFITICISVNT, B 8 AR B8 o0 B9 FE LM 8 O R Bk i 34
BT, 8 EOREICEFHEEL b OME L3 2 &L iy ST Y (Cekici, Kantarci, Hasturk
and Van Dyke, 2014; Marsh, 2004; Sanz et al., 2017), Dysbiosis <°fig{l 2 b L A1 L - T & Ak
MEENFEIND Z LN EN 5 (H. Wang et al., 2014; Shi et al., 2015; Herrero et al., 2018) , T
i, HERIRIRERIC BT, SRR OFESR/EH R Dysbiosis 2338595 & W 9 BMRIE S 4L
TW 5%, (Darveau, Hajishengallis, and Curtis, 2012; Hajishengallis and Lamont, 2012; Hajishengallis,
2015; Hajishengallis, Darveau and Curtis, 2012; Lamont and Hajishengallis, 2015), /NA 47 4 /L LD
RS, MBI T D EORIGHEICIFE AN EZR H D, Lehi >, hJEmEEIL, BiEd
EENTND LY BIEDDICEARAMEREN S £ 5 RN RR SN D, 2V, hHERITF
HAY 7RI X 2 RB TR, MENFHFET 200 EOBGEICBE LIRE LB bid,

P. gingivalis LPS (ZFN#E LPS LV 59 WHEHICE L ToBLRE LU TFTRE257-, P
gingivalis LPS |2 KX 2 %1 b4 A L pEAREEIE, Escherichia coli (E. coli) & g L THIWVZ & A
HE SN TS (Hirschfeld et al., 2001; Liu et al., 2008) , = ®FE & L C, Toll-like receptor (TLR)
DIEMALRRIE DEYY, HEIERIFEIZ X DHERBTEMEDEVIC LD Z &R S5 (Martin et al.,
2001), WEPNMEE O LPS %, FEiT TLR4/MD-2 ## %2 LT EMlaZflid 2 2 L3k b T
W5, —JC, P gingivalis LPS IZ TLR2 & TLR4 2/ L THARMEIGE 2FET 52 L 08mbh
TEY 7 VRN 72 % (Hirschfeld et al., 2001; Martin et al., 2001; Coats et al.,2003), 7=,
P. gingivalis LPS @ Lipid A ##1& 1% E. coli LPS & #i&rY 3 X OERERIIZ 72 U, F3 I RN THERK
S, BNAME O LipidA X0 b EWRFEEHZAE LT 5 (Aidaetal, 1995), & 512, P. gingivalis
LPS & LPS fE& & v /X7 E~DFEEHESIE, E. coli LPS & bz L C 100 f#/K\ > (Holt et al., 1999) .
ZIH o Z & P.ogingivalis LPS 1M PNME LPS L0 55V EH & & 2 Hitd,

KetoC 235 H L=, MEta17 9 2B OV TIE, LTFORZE B, WERICET 55
KEROD /ST Z A 2%, HFEME # D Dysbiosis % JRIA & 92 RAEMEMMRAREEICS 7 F L TE T
% (Van Dyke, 2008; Bartold and Van Dyke, 2013), & 512, DD #E R ~OHEITOE RIZE
WCIERIENEETH Y, HERBIEICED DT T —7 DFHITDOT N 20%I2E EFD 2 EIUR
X TuW5 (Bartold and Dyke, 2017), Z DI &b, RIAEBRNHEEROFFRICI N TEE
RAEENZ RIZ L TWD Z & DRI S 4L, RIEDHIED A RLFEICBVW TR THLLEZXD
o,

KetoC IXH#AYHT L WABEMERENIEE CTH V, IBNAE CToH 5 Lactobacillus plantarum (2 & -
TY =N EEOfaM7 nt A 2R TAERIND, ZDOIENEE 21X OFERON K%
BRI D HBTITONIRIZIEE A E722 <, HepG2 (b AT B SMIIEER) (23T, Nuclear
factor erythroid 2-related factor 2 antioxidant-responsive elements (Nrf2-ARE) #&# DOIEMALZ I LT
KetoC N FLEALIER 2 T 5 Z ERNHE STV 5 B o @ (Furumoto et al., 2016), #JH %125
(7% KetoC DPLRIENRIIAHATH 5,

PUEME IR, WETRRICEB O THBIMICHW STV D, LL2RDS 6, FAM X
A RIRE & 72 > CTUv 5 (Jepsen and Jepsen 2016) . Iz C, HARTIXAGH 2 E#3{L (Ouchi et al.,
2017) (2R, BRI RE e A D sl OB O K & IR D B R E T LT
W5, 29 LEEBEFIEBMMLENRTERWTr—AnZ 2 H b, Thpz, REZE/NRE L
7ot ENE RS S D, AR IS IS 1T 2 B R U FEPHIRIEE O & LT, KetoC &
TR, Frio e RAEEEOWEINRZ M« 2 Zaha v Rk 55LE260
%
WL LR E ORBRIZOWTORMEZ1T o 72,

RAW 264.7 cell Zffi ] L7- P & L TULFIRIE 24572, RAW264.7 [~V A~ 7 17 7 — Uk
HRRTH 0, RIEIZ DWW THIGE L7226 < @ in vitro HFZEI2 BTl & CTuv% (Soromou et al.,
2012; Tominari et al., 2012; Bognar et al., 2013; Lee et al., 2013; Choi et al., Sun et al., 2016; Bhattarai
etal,, 2017), v 7 v 7 7 — %, YUK 5 0PE 05 O Rchiift THEEE L (Dugue and Descoteaux
2014), RLRHIECHFERE WY, RIEFEICB WV CEELEHZH 5 ARGEMRECTH S

(Mogensen, 2009; Newton and Dixit, 2012) , TLR 72 E D/ % — U iRk BIR 2 R H L, JRIEAE
By A X G— RO BIE N F — 2 & RTINS AR AR I RIS A 78T 5 (Takeuchi
and Akira 2010), ~ 7 v 7 7 =V OIEMHAIE, RIEWEY A MU A (A2 —m A% (L) -1,




IL-6, IL-12, TNF-a, 7EHA V) X2, HFiRIEMEY A R A > (IL-10 B8 LV IL-13) DFEEAZKF
e T HRIT ML BILOM2 ~Dofb 3559 2% (Mosser, 2003; Wang et al., 2014), ©F 1,
HEA SRR B SO Ly, RIEVET A N A VEEAZRET D VO Riea b o, 2oz b
DD, ABFFEIZE VT RAW 264.7 fiflasd vy, KIEMY A b A v LV MBS 52 & T
KetoC DA &tk A FRaE L 7=,

P. gingivalis LPS Z i/ L7-#i, £EFEZHWWEHR L LT FR&E %257, 4F{T-7in
vitro DAFSE TIZRIEFEIZ P. gingivalis LPS ZfEH L7223, ZD#%1T 572 invivo BFZEIZ T, A
O P. gingivalis Z i L7-~ 7 A OPEEYLE 7 V2B 2 a1z (Sulijaya, Yamada-Hara,
etal. 2019), LPS X P. gingivalis @fﬁl%@o\kok U C R JE AR e B 5 Z LR b
TW5 (Howetal., 2016), F£7-, tEMFICB VT, P. gingivalis I3 FEEMFICOARFEEL, #E
/\ﬁ‘ﬁfﬁki“({xﬁbiﬁb\ EMHAE SN TWA (Guido et al,, 2012), b DL LY, LPS, ¥

UL v, B, a TS —8 A 8o P gingivalis O PEY 3t R RLER O RS )%Eﬁ‘érf‘ﬂi
D RIEZFHE L TWDAEEMEDRRIB SN D Z LD, A EIOMFSE TIEAs Atk ’T‘j B L
TWb~7 a7 7 =0 LPSIZH T BIRE éz%:*ﬁdw_o

AT O P. gingivalis #IP TlE, LPSHIME IR L T, v~/ v 7 7 —IIZ8BITH IL-6 & TNF-0 D
BAFRBINHENT 2 Z N ZNETICHEIN TS (Zhou et al., 2005) %72, P. gingivalis
DIE/NERE T, £E O P. gingivalis i & g L T~ 27 v 7 7 —2I281T %5 TNF-a, IL-6,
IL-12p70, IL-10, IFN-B OB TR HL LU L7z & v 9 i 4 & 5 (Fleetwood et al., 2017) ,
INooFEIY, EFEEHW P gingivalis B TIZY A N A VEAITEWDAEL, LPS H
WEAT - T4 R OFEBRFER & B 5BIE R EZRT EEZLBND,

LPS HIIPKIZ L 0 IL-1B DFEANBIE SN WHER~DZELE L LU FORIZE 25, SEIO%E
Brik g X v, P. gingivalis LPS #Ii% (2 K 5 TNF-0, IL-6, IL-1p OE s FRIELOENMMBEERD Hivi-
D, B RT LoLE IL-1B OFEEICEEB DGR o T2, RO FEBRRICEB W THEMEE
HERLTWD, v~/ a7y —COIL-1BEEIIE, A7 T~ —LEERMETHY, DFD
TLR U &Y RHEREEAM T IL-1B ZEAE T, ATP T A V= U v 2N+ 52 8T, IL-1B &
AEFHESTHZ LN TED (Yanetal, 2013; Aoki-Nonaka et al., 2019) , 4[] D FEERRIZF WV TiE
WIWE L KetoC DAZZERLINSFERICHEL 5 2 2 [ RetE 2 B8 T 2 72 OMAEEREZ 1T > T
AN

Invitro |23 T, KetoC I% NF-xB p65 > 7 F VRISt 3 2 8 ER 2359 W I b B 637, &
JEVES A N A ORBEFZICIHET 52 E 0B L LT FORE 2172, KetoC 23 KIENE
TA NI A VPEAIZBWTHBERIHIN R %27~ L7273, Nuclear factor-xB (NF-xB) p65 DN
TICX4 5 HE iﬁ% FAEE TR, Bz rdict EEo7z, NFkB ¥ 7 F/UEEIL KetoC
DPLRIERERE & TR PIICHIE L TV D EE 2 Hivd, NF-xB OfiZiE, Mitogen activated protein
kinase (MAPK) /7 FTIAREDR G 5 RN R bW B 25, MAPK p38 13, *rrif
7T 4 = —%— TNF-a, IL-6, IL-1B) DEARIEMELIT A, B ifERD LT ML O Hil4EC
WTHIALSHFZES 41TV % (Kaminska, 2005; Cuadrado and Nebreda, 2010; Kim and Choi, 2010; Gao
et al., 2012; Arthur and Ley, 2013), ~ 7 © 7 7 —IZH T D LPS B8O RIEICB VT,
KetoC »3 Extracellular signal regulated kinase (ERK), p38, 33 X ONNF-«xB @ U &k %/ L T TNF-a
PEAZ ST 5 Z k?ﬁ%&iéﬂé (Yang et al., 2017), — /5 C, AM%ETIL, ~7a77—YD
RIEZFHET 5 729DIZ P. gingivalis LPS % V>, NF-xB p65 OB 2/ ~r L7z, ZhbDZ L
25, KetoC ODBU%IWEFH I% NF-kB 35 X O MAPK % % /-3 2 Al REME D RIR S 5,

KetoC (2 X 2 HIRIEMETIL GPR120 2T L2 TH D Z LAVRSN TV DAY, KetoC & P,
gingivalis LPS 23 ELHEAYIZ S LT LPS JEMEZ ] L TV 2 FIREMEIZ DUV T ORIVIZLEL T D E%
Z 157z, P.gingivalis LPS @ Lipid A & L TN DBUKME R A A & RHENENIHE CTH S KetoC D
FAEAEHO RS, Zvh 2 DORERMOMEE/EH ZEET 5 HI9T, P. gingivalis LPS (T &

ZAARRIPRIZ SESE - C, KetoC & 30 Zp[ISFAlA » F o2 X— b4 5 HiEx vz, %@xﬁ%#
+4rCHiu, KetoC & P.gingivalis LPS @*HEVEFH%) P. gingivalis LPS |Z X % RJE B iHE %
PHI L TWDAREMEDN B D, TN ERGEET 5729 121E, P. gingivalis LPS #il#{3s & O KetoC %fi
DHA DRA L No K z?bJJD;%%ﬁﬁué%é:%zé F T EER M BAEM E TS TENEL




OWTHRIENKLETH D,

KetoC #5112k » T, =7 20N P. gingivalis 23084 L7 Z &2 X Y Ligature (2 X % Hif
TR 2 Lz & OBRICONTOZEMEITIZONTLU TR 21572, KetoC #5725 P.
gingivalis &% S 5717 TR, v~V AOENOEMEEAIKR TS Z LG L

(Sulijaya, Yamada-Hara, et al., 2019), P. gingivalis |3 Dyshiosis # #5535 % — A b — 2 JHJFIR T
& % (Hajishengallis et al., 2011; Darveau et al., 2012), L7=23> T, FAFEMRFAELES, FE
DRI T 17 7 A BT DMESHEIE LI 2 Z L IWTMA, AZT ) LBLUAZ FT X
IV b= LRITIZ KO~ A 7 A F— LD EDEENZMFITHZ LT, IHRHBE
MABEE Z 2 D, —H T, ZHETOIHA O T, NI DD DI & o JE Rk o
S a 5.2 Z [ ReMEN H 5, &5 L7- KetoC 28 P. gingivalis 2 L 2 5PNl E @ Dysbiosis
AUGEL, MR RIEOERR, W OAOREOUEITEN LICATREMER H 5,

Invitro ([Z8 1 DRFET, AZM 2R T 4 7 ay he— b LTHWZEBIZ DWW TLLF ol
BoafGic, TVARYA Y (AZM) X, ~7 274 RRPUAEME TS Y, hERIFEMEZ 5
FolE IRV L CHLE 2R 24 L (Hirsch et al.,, 2012), HART—#MIZHEH I TV D

(Yashima et al., 2009) , ERIRAFSEICISUVT, BENRIRICI T 2 MiBhAY72 AZM i FHH DA 20 p3 52
RES AL TV D (Smith et al., 2002; Haas et al., 2008), = 512, invitro (23 TliX, P. gingivalis (2
%L TAZM (0.5-1 pg/mL) DRI 7RFEERZ BT 2 Z L nHES TS (lzutani et al.,
2011; Choi et al., 2013), #JEIRHFE OB L L THW DB D AZM £ (500 mg/day, 3 HfH) % 5E
L, F& @ invitro (281 2 BEEICHBWVTIE, 0.5 pg/mL 28 L7z, £ OfE R, AZM 1X P. gingivalis
WX R T 4 7 ary bu— e UTHM R R b BOWHIEEME 2R LTz, ZORE Tl S
LHAREMEOH D H—D2DORTT 4 7Tarve—m, IV A7V ThdH, I/ A7V
X, 7RIV A7V OPERFERTH Y, [RFRPIE AT M ERTZENRALNTND

(O’Connor et al., 2012), X /Y%A 27 U %, MEO=2 775 —EBEHZE#ELEST 2 Z L2k
D AHHMENREN TS (Ryan ME, 2000)

AHFIEOFHHIE TR L CoORM L 21T - 7=,

HEHPE R O E M & LT, P ogingivalis LPS (2L 0V~ 27 87 7 —JI0FH SN D RIEIGZE N
KetoC IZ X Wil &SN 5 Z L2 WD TH LM LTz, & 512 KetoC 1X P. gingivalis (Zxf L CHLIE
EMZFD, ~U ZWERE T /MZEBWD THRIEERINZIH T2 2 L 2B 60 Lz, (Bl
Sulijaya et al., 2019) , Z ORFHIFVTiX KetoC 28 GPR120 (ZHEGT 5 Z 12 L W RIEMED A K
A 2 DPEEDPIH S TND Z & AVURME S L7z, ERRIRGRICHIT 5% — A2 F Ui & LT
@ P. gingivalis O & %% 2 % & (Darveau et al., 2012) , KetoC (% P. gingivalis |2 L ¥ #FE x5
Dysbiosis OIRREZ W HEL TVWDH LD EELIND,

SHOFEBL ERIEDOAESIT L LT, UTFRIZEZ#TZ, KetoC IZ2WT, PLRIESEH

(Sulijaya et al., 2018), HiEE/EM (Sulijaya, Yamada-Hara, et al., 2019) %M &2 L7z, T4EITR
e — B8 |23 1 D M # D ZIT 3T 5 KetoC ORIRIZ DN T HRF & To TV D, ZILETO
LA, invivo IZEBWT, P gingivalis IZ X > THEI N HENOMERE DZEICK L, KetoC
DOEGPMEBEDORE AT Z & 2R L TWD, ZADLDOFHENDG, KetoC 23 HFENIZIBNT
72T TR BFWICAEN IR EZ LT 6T LB X TS, FRRINICIE, fH BEMFEIE~D KetoC
DRI 7RIS Z BEEE LTS, AT, HWNIZEBIT 2 3EYENRE & 2 ORWEH O/ 23 0,
T UNY = 27 LR KetoC IR E D FLICOW TR DR MELE Z X T\ 5D,
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