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TLR2 red complex NASH

Elucidation of NASH progression mechanism of red complex dental infection via
TLR2 pathway

Furusho, Hisako
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In vivo experiment, crown-like structure (CLS) number and fibrosis were
increased in high-fat-diet induced wild type mice groups (WT-HFD), excluding 1 group, and they were
decreased in high-fat-diet induced TLR2 (TLR2KO-HFD) groups ultimately. Similarly, IL-13 mRNA
expression, upregulated in WT-HFD groups, were restrained in TLR2KO-HFD groups. In vitro experiment,

IL-13 and IL-6 mRNA expression were upregulated in the steatotic hepatocyte, stimulated by each
red complex (Pg, Td, Tf) dead body stimulation. After the dosage of the TLR2 inhibitor, the mRNA

upregulation were suppressed. It was revealed that the TLR2 pathway participated in NASH progression
by the red complex odontogenic infection.

red complex TLR2 NASH
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FEFIE DOAENART (nonalcoholic fatty liver disease;NAFLD) 139 2,000 7 A2MEE L TV 5 EHEE
EN TS, X512 NAFLD @ 20~30%R 7 /L I — LA HBE L7V b 230 BT, KAECH
HEALDSE U B FET v a2 — BT (nonalcoholic steatohepatitis : NASH) ~AT L., A <
DICIINFRICHEIT T D ATEEEZ T LT\ D72, TR - IR EREERRER L L TER SR
TV 5, NASH OJFREESTIZIXARNAIT O Al (first hit) i vk <ERIE A b L A 72 & D“second hit” A3 26
T oD, RIBEHKDO Y RARY Y74 K (Lipopolysaccharide ; LPS) 2 FEAEIZRHIIH D Z
ELEHIN TS, —F, WEFRITRMREBERIE TH D70, YT E A SIEREZ RS
PRUNHS, D - IMVE SRR, BEIRIE ., RS EEHER EO2E ORBIRBICERES KITT 2
&G &, FFIS Porphyromonas gingivalis(Pg)l %, 8 ¥ IR B 2 KA 90072 1 J& 95
FAIE E LTHbNTWD, FILINETIZ, @IEEFEIENITE T Vv~ 7 A2 Pg %t
Yo ST TR, IR ISEZIGNATLE . BEE R A ME, RIECIAF M E LN R Z 5 Z L%
KL, ZOFETMCEBWT, TLR2 HELO L5 FRICHFAIRIC IS 1T 5 TLR2 R85 23 il
AL PRV CHEE IZRD DAL, in vitro FEBRIZEB W T VUL I F U X DNk e MIT
AAIZ IV T H TLR2 FEELDS B L, Pg-LPS HIIPMIZ X 0 RIEVEY A A U PEAEDERT 5 2
EBGMII LI, EBIZTLR2 / v 7T U U A AW ERTIIZNL ORISR L7 2
LD, Pg RMIEYIZ L 5 NASH JRREHEHED X 1 = X AIZH1F D TLR2 DR O BEEMEIZ-DOW
THH LM Lz, BUE, DFENAESUE 500 FELL B2 RO, FCHim< R & B3 2 &
SNDBDOMN, Pg LN Treponema denticola(Td). Tannerella forsythia(THD 3 EFE, “red complex”
Thbd, EEOHEEFEEDD 60~70% DOE|IA CRFFICHE S i, Td, TF3kZ, TLR2 B2
L. TNENHEREOMES, ~7 v 77— 0O MAPK ZiEE L L, RIEMEY A N U1 AL
EHETLEVIRENRDH D, Frox D Pg HPERYD FEERTIE TLR2 B E2 N L, ARk ORIE
MY A S A VPFEARNEENT S Z LT, NASH 1B ML DREIZ SN > TnWD Z &
Nh, Td KO T O 2 HFEIZIHB VTS TLR2 B 2 Lo RIEMET A b A Y EEAICE b > T
DR A B 2 T,
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IHETOEIZLY ., Pg thPERYNC LV Pg 38 L O Pe-LPS A fifiN~ A L, TLR2 %
BERZED NEIFICBIE L, M E A D 2 & TRIEMY A b A ORI EFICEY,
NASH JRHEHEIC D72 N D Z &, £/, TLR2 DRHEMZ 5 & Pg 3 KO Pg-LPS OHIlFL
NHNZ B, NASH JRREHSE NS = 57200 2 & 206, TLR2 #R 7Y NASH 55 e B BER
B RREME AR LTe, Pg iMoo 7T Atk (B 2 XK H) & Be v | TLR2 IZ/ER 3 5 23,
Td=°TfIZH TLR2 #4 L, 8% 5 2 2 a[REERHME STV D, S HIT, HERRYR
IZBWWT, 3 EREIIHEFERICH DO TIE R, Wil - HOBRICHE D L TI2HELH Y.
HFlgIZ et 2 8B Y Pg, Td, Tf DIREEGECTHREFTT 20BN H 508, 3 EEIRA # IR
L RHFEBOBEICOWTIIREWMEN 2V, Lo T, invivo EBRTIX., BAR (WT) |
TLR2 / v 77Dk (KO) ~UAENEI, BEHEICEVIEMFZ23#FE L -eT7 v~ A%
TERR U, 3 Wfl (Pg+Td+Tf) . 2 WfE (Pg+Td, Pg+Tf. Td+Tf) . 1 #f&

(Pg, Td, Tf) %z PGSt RAHER X ONFHERRIAZ 2 bk % Z & T, red complex
PG NASH JRREHEIE DA M, F 7= TLR2 BB O EENMEZ KRGS 5, S HIT, in vitro EBR
TIAENI LRI E T L & AV, 3 EFEOHFNKIC L 2 RIAEMEY A NI A 3B RIC k2
TLR2 Hiik# 5 DB Z T, 3 BHRICBIT 5 TLR2 KO BEEW 2 Mard 5, BLEicky,
red complex 7% NASH Jp B HEIC LT TR E 202 L, TLR2 R OEENZ DWW TH 60T
THZEEHME L, FEETT72 572,
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