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Interactions between periodontal pathogens and host cells in periodontal tissue destruction
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I—=NENF VR ETHY, Y L7 E IR
I 51 REHE (LPS), XR7F K7 H v (PGN), V)
Ky Ny, 752219 »& CpGDNA ZRED
PAMPs % ZH < A %, —7, PRMs (2i& Toll-
like receptor (TLR), CD14 % NOD-like receptor
(NLR) e EX3& £, NS Tz, Mk
FRI VNV —ARFICZEFR Y ACEHLTEY,
AR AT LAY O T R 2 O A LR 75 1 MR
AT 5 ENTE L, PRMs DiFMHALIZ, RAENE
A MIA Y, BESTFROMRART T N EDFH,
T7IAHA =Y R, TRMN—=VARF = T 7T~
DFE, TV 2Ny MEHEBEL TWb,
AERICBWTCI, WERICB 5 E G FAE R
& PR LR 32 B LT, AR LSk R R B o0 LPS
& PGN OiEMEICEIRE BWwWC, & LFETEE D
ToTEIAEREZR T 2 THRIHT 5,

EFSE7RzS

PR S B AT 1213 TgG, IgM, IgA 2 #H L T 5
B & M 5% CEE L Twa2Y, hb
@ B G/ L o v L I A B 5 L 2R3 ST
HEFBBELCHL500MI2, 35— 1gChy
OHTEG I IGT 20, $7%b b A EEM
FHHEIES 52 LD ME SN TR, 2 LTHIA
R CO BCPE I s s 2 L bR s
TwaY, EF5 L HEREREZOREMKICBT
%) 7= /AT (RF) 3EBANNE % S0 Mk = n 1R
L7-& 245, RF SEBMAZIIEMERE 2, BRI
9 BEEEVESRIN A E T RTCOREDOBEO—IICH
W, HERREIEL O Y BRR P Mg A % E L T
B LA IC 3 Y, RS 5 2 L2 RF 5
BIAI X e R OFESEIC & > TEDRBIEN R 5 C
Wzo W THIE S A HEYUEDFE A 7 = X 4
WEARBHTH 575, Hirsch SIZEERERIZIZPLT T —
7 type L RPLT T — 7 type 1 Hufd i A M A3k
HaEn7z2%, Pras—4"> type IV EAMIZI IR C
XMoo/l e b, PLaT—7 2 typel RPLIT T —
v type T UfREAMIBLIEZ 7 0 — YTl % <,
FEREICHFEEND LML TWEY . 72 The 5
W EREE CTRO5LA RFIGMEOPE Y » —
TEREG Lz & RS L, HOPUERD S ok
ThLrUREE R L TWw3Y, CD5 B B #i i
(B-1 Mif2) 7S RF % & O HCHMEOEAICH S35 2
L, FLTINS OMILD EA T 5 PURIEEL IO,
BHMECTHDR D L DREMET LI LM NT
W, Z o B-1 MR A RANICS BB L
TWwWhZE, ZLTHAF®O BAEO KT % HD 5

ZEnn, REHATTHRINS NS BOHUADELIZ
P55 LT B TREMEAE 2 bzt B, 75 a etk
MO LPS 1 BMilex % 7 ba— VIG5 2
END, FESIIEFBEME O LPS 124 H L,
Porphyromonas gingivalis, Aggregatibacter actinomy-
cetemcomitans, Fusobacterium nucleatum ,
Capnocytophaga ochracea &) LPS ZF5# L, Zh 5
D RF FFEREICHE L TEBRZITo 720 25D LPS
v AIEERS L, ETO RFeLllE Lz s
Z A, A. actinomycetemcomitans, F. nucleatum, C.
ochracea LPS |31 IgM-RF, IgG-RF & & 1258 <
SHE 728, P.gingivalis ® LPS (3o LPS & %7
Y, RF OFEEHMENZ LB 52 h -0, &
Sl HOHUATH 2 Pt T ML O FHEREIZ B
LCHEBEEIT-72& 2 ARF LRIKOHKERETRL
7219 WICHE & NA 4T MR A B-1 MRS
K BHRRB72DC, v AJEREE L ) B-1 Al
%, WEAINE X Y CD5 Bk B #liE (B-2 M) % 45 #E
L, invitro lZBWTLPS THIBIL7-& 2 A, Wi
EBHITIgM xEA L72AS, IgM T T Mifgbifkid B-1
HIFBIZ X o TEEAE SN T Wz, EDZ &2 5 HER
M o> LPS 13 B-1 Mg K1) 7 1 — v iGEit
T5ZEI2LY, RF T Miabifhz & o 3 ok
R D EAURE ST,

EZiZEA=NES

2 A% F M ER L Interleukin-8 (IL-8), CXC 7 &7
4 2% MLP 7 EOMBEHER7F 8, & L THiROWE
PALIC L o CEAESN/ZC3a R Char &L > TH
BERRITOBRERT v b BLOHERA EEANZ & HEE
Mk ET 2, ZLTCHWEART v M EEZ@BEL,
WREAR T v MIFAET 2MB0IZ LA R ED S, %
R AIIERE 4 7 = AL S N7 HE O f & & RBE,
PR X B & ¥ X7 R R PIR R T T RO
W, FLCRIEWT A NI A ok &0 X &g
WATAR AL T EF ISR E 2% E L > T 5,
Fexlde bR MR MER o B EHE LPS
B D JEMEY A4 N A VEEAICE L TR L 72,
P.gingivalis, A.actinomycetemcomitans, F.nucleatum,
C.ochracea ® LPS 12 IL-1B3, TNF-«, IL-8 DpEE%
HEIN L 7278, P.gingivalis & C.ochracea LPS @
1L A, actinomycetemcomitans £ V) H EI KD -
t16>O

P.gingivalis ® LPS (3 H CIUE O FHERED 4T & [H]
FelZ, IRWIEMEE IR L72A8, C.ochracea @ LPS X B\
HOPAFEREZ L H420°5, & b PMN OREMY
A MHA FFEITH L THIHCEE LR S b o7z,
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COBBIIAHTH 5725, FEERIR & % o 7 fERRH i
DD ENDE Z LNz L L éﬁef X LPS %%
ROFEIEZ SNTELT, ZEREOENILST
LPS D EVEICE VDD L D 0H L 22T 512137
S olz,

LPS FE 4 EIRIN

LPS OAW A B WINGE SN S 50 P.gin-
givalis X° A.actinomycetemcomitans @ LPS (X in vitro

BV TEBRIEEZ O EARENTVD, Th
150) LPSid~7 07 7 — IR L v IL-1 %
EAEXELZ L, FLTIL-1IdHEEZICBIT 5 Hl
BFHIELREL CTWA Z PG ENTw5, Al
INHDLPS &~ AWWIHBIES- L, in vivo 12
BB EWIGEN L AT IL-1 #2727, &
W EE e 1L P gmgwalzs LPS, A.actinomycetemco-
mitans LPS & HIZIZIZRBEOIEEZ /R L72H, A
actz'nomyceetemcomz'tans LPS $t5-~ 7 A% P.gingiva-
s LPS# 5~ A L0 b L) RANCHEWIR AR L
T\7z, M LPS 12 IL-1a, IL-1R%FHE L 7228, #
DL A.actinomycetemcomitans LPS %% 5-< 7 A T
B0 lze ORI P.gingivalis LPS 12 & - T
SN D FWIUIE A actinomycetemcomitans LPS 12 &
B2LDENFIANZ AL RLEDARREEZRL T,

Toll-like receptors (TLRs)

1996 12 3 7 ¥ a wNTOSEA oW IS ke
WCEELREEZ LD Toll # KIBSHLLETH, 20
NI EIIEEOEF I L 5 G L > THIZED
e AR E N, Toll OMIKLIN B A £ > i3 TL-1
ZHED S O LMEMEEIR L7z LPS X PGN HHIC
Lo ThlERI SN IL-1 Db D &
HUL TR I Ehs, ThHDOZERDIERE B

T, WFLE D Toll FE T 7 OHER, Wl s
72

BWAETIZe b T10 MO TLRs 2F%E &4, TLRs
DIk A T MR DRI HE D o T b T L AR
En (1), TLRs 134 4 7 1 QR E M 2%
RTHIRED Loy FY —ABEEICHEB L Tw
5o Ml g 4% 48 38, @ Leucine-rich repeat (LRR) &
PAMPs O#%i#%kiZ, & L GHla o Toll/Interleukin-1
receptor (TIR) ]\ A A MY 7)) v IS
$ %o TLR4 (3dL[EZHAED MD-2 & & 412 LPS @
FUEkIZ, Z LT TLR2 i PGN 0FEaklC, 72 TLR2
IZ TLR1 £7213 TLR6 & ~NT O ¥ A4 v —% T 5

WZENDZENEFN I TNV REBREY T VLY
K& X7 OFEFICE G355, TLR2 12X %5 PGN

CERIC I BAR L EIET 220 2, s LPS 4 5 ~
A?GBH?GHTVﬁ—%§Wﬂ%L<uW@ﬂ
® CD14 13 LPS % PGN % ffif# L, TLR4/MD-2 ##&
R TLR2 IZH & ETHEZ Lo TWnEH EEZ LN
THY, Mo LPS % PGN (289 5 s & #hn X &
%o TLR2 & TLR4 OiGHALIZMIN 7 57 5 — 51
O MyD88 % 4~ L C, #5 [HF NF-kB i1t =
JNK, p38, ERK 7 &' » MAPK &ML FHiE4 2 2 &
XY, BEWETA ML UREEST R EDOFHIC
%5¢éoitTuMihwmw%ﬁ¢éﬁ@W/7
FU TR T, TRIFZ) 7 )V— b3 52k
2L 0, BERF IRFS OJEMHLIC L2 T8 A V& —
7z (IFNe/B) DREAIZ BS54 5, TRIF & &
512 RIP homotypic interaction motif (RHIM) % 4L
T RIP1 EMEMEM L, BIEYED NF-«B Otk ki
LG LTwa?, LPS THEKML 2 i3 5 &
Thl Kt % 2589 % IL-12p70, IFNy® A A585 < R/,
5N 5DIZ% LT, PamsCys TORIEIE IL-12 D
A & B L, Th2 KOS % #% & 3 % IL-10 % IL-5,
IL-13 230 < ST 5272, fhx b bR MEALER
% LPS & L < 13 PamsCSK,CHli# L 72 & = % TNF-«
ELPSI2& Y, %L CIL-8 13 PamsCSK4lZ & - Tif
CFman®, 2ok d 7% TLR2 & TLR4 Y # >
NIk MG EOMEIE, kb L72kd %y 7T
VIRBOMEIZLLZDDEZEZ LN TV,

LPS

LPS &7 7 2 EVEMTE OENIEIHEAET o
T, BWRICK > TERREE R TEHEOMRED K LEED
O PulEl, WREM CHEIEDIRIF SN T 5 a T 4HE %
LCHBEREERLTH S lipid A £ 04222, E
coli @ lipid A ({L&W) 506) 1£81,6 F5E& D 7 )V a4 3
VOBKICZ AT OVAEAD LA T I FEEGLZ6AR
DORRREER & 1,4 6012 YRR A LU‘%L% LoT
Wb (12, Lipd A ZZFo2HEEKED e +
TLR4/MD-2 It LCT7 T=A b & LTEHT 2D
2R LT, BRAGERAS 4 R E. coli @ lipid A BRI
lipid IVa (/L& 406) 1Z & Mt LC7 v ¥ T= A b,
<AL TCTIT=A M LTERAT2®, 20
72O EERENWC X o CTT— 7 OFIIZIEEDSLE L
T2ho WHEIZ XD lipid A DRIIEROFEIEZ L T D
HERL 140 YBOBL) BRItk A KT S
J =T R UANOBEBEPEOSNDLDY, Is 0% b
3 TLR4 OiGHALREIC B T 2 2 LA iES L Tw
Z)29>O

PLET & 0 P gingivalis @ lipid A \3EHNMEO b o
TR ) LPS R~ A C3H/He] <7 AZxf
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rIT7Z L TN "
UREL Y ﬂi';ﬁjj o B LPS WES 1Y

* .

1 TLRs (2 £ 2 MG AR5 0 78R

LCHlMERRT 2 EAVREN TV, B4, P gin-
givalis LPS 13 TLR2 & TLR4 12 X - CR¥ik s 5 &
THMEN D - 725V, %122 0 TLR2 iE ML I1E
LPS B IZIRA L 72 REHICL 52, ZL TP,
gingivalis DA lipid A 13 TLR2 i b4, §5<
TLR4 ZiGHEALT 2 2 L s s 7239 Fxid
E.coli LPS T X A7 A b a4 b —<#llatko
U373 Hll i, =R AW I 8% Al B & ph A e 26 0 i o
IL-6, IL-18D i & ICAM-1 ® 383 1d P. gingivalis
LPS ORIz X vfilsns 2 &, $4hbb P.ging-
valis LPS D7 v ¥ T A MEWERR LY, F7-
C.ochracea LPS (2 Ak DG TR &7z, HAE
¥ T A.actinomycetemcomitans, F.nucleatum, P.gin-
givalis @ lipid A OREEDFFIT SN TV 205, Aacti-
nomycetemcomitans, F.nucleatum lipid A 1 E.coli @
LbOLHELLTWwEP TSk LT, Pgingiva

lis lipid A 13#REIC & o> TREEDS R Y, E.coli £0)
LEWT VIR LD L, FLT, ZOXRENLZ
WZk, EHIZY VEBENEY) yBEN T, R
ARLY )=V T I VIZEBEINTVS Z LGS
NCTwb, I, P gngivalis \TFEFFMHIZE - T
lipid A D& ZILE D 2 LT SN, B
BEOAN I VIRE DS CRBEFRUEDPR VA1 LPS
ETLRAT ¥ T=ZA & LTERL, N3 ViEED
R, BRRESREVEAIZIE TLRE 7 I = A &
LT <, P ogingivalis ® TLRA 7 ¥ ¥ T =
A MEEE, EWERICBITAZOMBEOEEEEE 2
B EERTE Y, P gingivalis ® LPS \& P.gingivalis ®
B B THE R v SIS AMMOME Ok %
W5 2 L1k o TS OME I 5 BRI A
ZEHIL TV AR E 2 55,
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2 HEIREANE o Lipid A &

3T a3g/NIICE TS PGN DR

FAE 2002 FES T A Y AT F 2 —ty Y KRFET
TavlaunNIOs T ABEVERORBEEICE LT
EEE o720 YavYavNTOHKRGEY 75
> 7% Toll i & Imd FB IS EN Y, 75 4
[ 14 B 1 44t W @ Peptidoglycan recognition protein
(PGRP) -SA & PGRP-SD # L T Gram-negative
binding protein (GNBP)-1 12 & o Tk s, 4D
Y TaT 7 —Yh A — FOEHALoRER, Wk
M7z Spatzle A Toll IZHEET A Z & T, Toll #&EEAH
LS, PUR X 7F F @ Drosomycin % 5H$ 5,
Thbbiawda/NToO Toll FEIEN MM
FRICIEBIS- L v, —7, 7T ARSI B E
% X7 @D PGRP- LC I X » CTilfk s, v+
TNFR #2243 5 Imd BB 2 0EHALT 5 2 212
£0, 77 ABEERICER 2 PUR X 7 F ¥ Diptericin
RFET DL, ThbbyayYaynNnidrs st
W eV 2 B S H4HO PGRP TAIL |, 212
NOWIHR L TERMAERAT 20T T N2 5FE T
2 4243

PGN IR A AL VKA LN 72 F V7L T
3 2~ (GleNAc) & N TEFINVLAT I UEEMurNAc)

DN R UKERED S 7% 5 L4 &, MurNAc #5635
AT LRTF Ripb%b(43)e £LTATARTF
FO3HFHOYT I VBHPEHEST HAT ARTF RO
p-Ala FI TG LIRS L L oTndb, DT
73BT T AR TIEFC-Lys, 7T LB
WTlEmeso-T7 3/ ¥ XY U (meso-DAP) & 2
BRoTwa®W, vawyawnzvrorsy—IHM
fakk % F v 7292657 €l Diptericin O3 7 5 4 &
W® PGN OR1) ~v—&E /) ~<— (TCT: Tracheal cy-
totoxin) ORIFTOAGE L FFES N, 7T AGEHER O
PGN ORI TIIFHE & N iedro 721,

PGRP-LC (I3 MifE & N 2 A > 25 [F — T fg4f
PGRP FA A > D7 I /RSP RR D 3ODAT T
A7 74 7% —2A, PGRP-LCa, PGRP-LCx,
PGPR-LCy AT Ho CNHDEDT AV T % —
AN T LEVE PGN OBk 5 L“Cb\%ﬁ‘%ﬁ’\“é
7O, ZNENDOT AV T+ — MR
dsRNA % Hl v C RNAI E B %= 1T - 72 % %,
meso-DAP 1 @ PGN K 1J ¥ — @O & ik |
PGRP-LCx %%, # L T meso-DAP FlE / ~v— O)E,,;‘Eéla
213 PGRP-LCx & PGRP-LCa 2353 5 Z & 2% 5
M5 72", D% PGRP-LC DLy M KA A ¥
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GlcNAc MurNAc L-Ala
y-D-Glu

1% X
D-Ala

D-Ala

e

N-acetylmuramyl-di-peptide
(MDP)

NOD2

NOD1
v-D-Glu-meso-DAP
(iE-DAP)

X; L-Lys (Gram-positives)
meso-DAP (Gram-negatives)

X3 X7FRTY GO

DFEIENT 34T, PGRP-LCa I TCT LIEETE
22k, # LT PGRP-LCx 1 TCT 25 & L7k
EOEALA BT Y, PGRP-LCa & ® dlmerlzatlon s
BIHIEARENSO,

72, /\:LE@ST ;t PGRP LC Ol PGRP-LE %
DAP #! @ PGN OFZ#IZE G- L Tw5 2 L2 5 H
2o 724, PGRP LE T BB RIR LT
By, %HH’@V\] ’TET% DAP Bl PGN K1) ~—F 72
& TCT ®#i#kI2M 5L Twv %, PGRP-LE 1% TCT

LA a“% t X ) % EMELT 5 *®, PGRP-LE
BHEANTF FOBHOA L STE— 77V — 0
SICOBG L, MEAFEROHERICOES L Tw
% 9, PGRP-LC & PGRP-LE WICIHHFLIEIZ BT 5
TRIF & RIP1 QMBI 2 RHIM (AR %
b AL UHFH &7, PGRP-LC & PGRP-LE
@ RHIM ¥k B A A4 > OZE B L ORI IMD #ig D
TEVEAL 2 P L 728, IMD & O EAEH I IZ 52 L
Ziro724, o RHIM BN A 4 > @ IMD ## X
SALNIZBE L CEH L 2 FEBRPLEE B s,

E k PGRP

v b 4 f%H o PGRP, PGLYRP-1 (PGRP-S),
PGLYRP-2 (PGRP-L), PGLYRP-3 (PGRP-Ia),
PGLYRP-4 (PGRP-IB) & Ff> TV %25, Y a3

YONTERZL Y, WENO PGRP b ¥ 7 FIAGESRE
k& LCidigpe Lz, PGLYRP-1 I3 Ek% b
BRI EEBL |, 77 2k, BRI L CHiE &
Yoxz E LTHER T 2%, PGLYRP-2 2113 7 3
F—ETHY, FETHEICREB LTV, ki
HIZBWTIZHE R A N7 A ORI L - Tih
XN B, FAE PGLYRP-2 A% PGN #5040 B i 45
EFNVIZBWVT, NOD2 & PGLYRP-2 Ol AS W%
THhbIE, ZLTPGN & MDP TH#E I NS 7 E
HA VRRREMETA P h A4 DA S TWD
TENFEENS D, ZORH =X LIZOVTIEAR
TH5HH, PGN 12 & o THH, 47l S 72 PGLYRP-2
DA — 7 I ICHCHIB LIS B 5 HOZEE
AR 8% H%3EM S L Twv b, PGLYRP-3 &
PGLYRP-4 & k-, Bz ss3i L, MREmEc L v
FOFRBIBMT 5, 77 a1 BERICH L TE
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A a2HE Y v X7 #2565 TW 5,
PGLYRP-1,3,4 OHLRIE N ATHEE A 4 » 2 B &
L, N5 EMoPiE < 7 F K@ Phospholipase A2, «
-3 L < 1EB- defensin = L T BPI (Bactericidal per-
meability-increasing protein) & R A2 @) < = & 12
£oT, X OEEENICIBEIER T 5 2 LR &
ncws %,

NOD

NOD1 BLU'NOD2 iZZ2D 7 I/ WffEED N FIZ
DT FIREIZE S 5% CARD F A A >, Wiz
NOD K1 ~, CHIZLRR % 2%, NODI (&
Mgz Lot 23T oMz Ed sy 2125
HLTwaoIlZ LT, NOD2O%EH I~ 707 7 —
TR EEAME G SRR 5 1A, NODL B L O
NODZ2 (M EIHFAAEL, ENENT T LBMERICEE
H s Tdh 5 iE-meso-DAP & & TOHMIE O PGN
IZIHE T 21 TH H MDP OFERICE 534, )7
¥ FHIT NOD O mMAbA BT 5 &, THlIFIE
95 RIP2 25 7 )V— b &b, NOD OFill#i: JNK
% & MAPK % NF-«B Z G L L, KAEWET A b
#1 A ¥ RpB-defensin 7% EDHLHW R T F FOEH %= FH
B 3 5, NOD & Chlamydia, Shigella flexneri,
Listeria monocytogenes X° Salmonella typhimurium
7 EOMBINE LT 7217 T {, Helicobacter pylori
D &9 BIMAEAE S B M R~ OB G- il S
N T 5%, NODL 13 H. pylori % 4 B4 w6 12
Lo TH EEMIZEA S N7z PGN Wk o Rk B 5
LTWwb, & 512 S flexneri g2 BT, NOD i
=177 I—=% 370 ATGI6LL L HEAERT 5
ZEl2L ), RIP2 K U NF-«B IZIEMKAFIIZA — b
77V —RHET LI EARENT VY,

TR S (X NOD % TLR % & O# %D PRMs # [
BEICHIS T 5 & &2 515, NOD X TLR & & i
NF-kB ®° MAPK i L3528, chooy7)
YRR M= BHFETHEEZLNTEY
NOD1 & L < NOD2 Y # > FiZ X BilEix TLR #
WML B A DA A VREE L HFEIICIEET 5,

HEBEEICB W, v MW EEMIEIE NODL B
LOVNOD2 #FH L TB Y, FKEMAOFEH =L
HEALL D B LN LA SHERIZEIT S NOD O
AR & T 257, Pogingivalis, A.actinomyce-
temcomitans, F.nuleatum \ZH AL B2 MG R %S N Bz
MR A, WIS L2 e HESNTED, NOD
DOAIEN T AR T 5 %EE2E 25 L, NOD 5%
O OIS AL E V. 2 2 THREHRE
HB o PGN @ NOD1 B & U8 NOD2 {EF M brEIZ D\

TN L7253, P.gingivalis PGN @ NOD1 B L ¥
NOD2 (&AL BEIE A. actinomycetemcomitans 2 F.nu-
cleatum @ PGN & Ib#g LT 10-100 f513 LW T & A8
SN T 572 & HIZHPE LML PGN il iy
D IL-8 FEA & b, P.gingivalis \ A. actinomycetem-
comitans & F.nucleatum & WL THHWEHEZ R L
7258, P._gingivalis PGN Ol NOD ¥l 1% P.gingi-
valis G2 X - CTIMEANEMEs+— b7 72— %
W FETE Lo REMELTWE 2L Ltk
l/‘59)o

R R O PGN O EZ RN TH L L, AT
AXRTF F=Z=FHDOT I/ meso-DAP 7%, P. gin-
givalis B £ O F. nucleatum T X, € 1L € 1L
L.L-DAP, meso-Lanthionine ICEIE SN TWDH Z &
DR SN TV R0V BEDOAWL T IV R
7F F(MTP) & W 7-3i5C, PGN HIZHFAET 5 A
TARTFRIFHOT I /EEIC LY NOD EMALEE
IZEDH DI EDFEENT V2, meso-DAP % &
H 3 %5 MTP »° NOD1 o il & & d & <,
meso-Lanthionine ® MTP 13 Z OiEEIFETEE L, £
LCL,L-DAP @ MTP (XIS e ip o 72 2 L AVR &S
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