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Odontogenic infection of Porphyromonas
gingivalis exacerbates pathological progression of
non-alcoholic steatohepatitis through activation of

hepatic stellate cells.
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AR RAETE OBCKAIZ A © BT ROH NS RA et & 72 > T D, ITIEC DI D
BAIO 15 THDIET )V a— LR IPERF 2 (non-alcoholic steatohepatitis; NASH) 1%, Hiffi
PENENIIT 2 B & UL BRb A b L 2R NI HOR IR % 3 G HIIC B G- L TRIET 5., NASH
DIFRREITHEREE D RIED B AL 2 R T TIRAE £ T A CTUFEECHEICBATT 5 Ttk 0 &
DRBOTD FPHHORYNEENEETH D, FAOFTRT 28502 ClL, @iEl & (high fat diet;
HFD) #FEfsF~ 7 2T v & v, WERIEME Porphyromonas gingivalis (Pg) Dt
YL X0l PgHiskNTEHR (Pg-LPS) IRED LN~ Pgdden @iz S, NASH
DIFFRE, FECHAELDSEITT 5 2 L 2B BT Lz, LavL, PgiltE&Yc X5 NASH O
MEALTCHERE P I IR TEA I Th 5,

WA, BT ORIV I IZATEAE (hepatic stellate cell; HSC) DiEMALAS B 2 &E 4 4H -
TWDLZERHLMNE RS> TS, 7 TGF-B1 X Galectin-3 (Gal-3) (¥ Smad <° ERK
pathway #Jr L C, HSC Z &AL L. ML 2 REST 5K F L L TERE STV S, £2°T
AWFFETIE, PePEEYC X 2 NASH O LEITHFF 2 B 52229 2 AT, HSC &ML
2B 5 TGF-B1 X° Gal-3 OG- ~7=, £/, Pgthth@iic X5 NASH OFatETTIo %t
T OIREN DR E G LT,

1. FEWHEIZ X % HSC & L WiF#lka D TLR2 <> PAR-2 B DOHRES

Palmitate (0.2mM) FUZ X 5 EN{EIE, HSC (LX-2) M FEEMILTH 2 M (He3716)
@ Toll like receptor 2 (TLR2; Pg.-LPS O FE7= %% %1K) D3Hl L HSC @ Protease-activated
receptor 2 (PAR-2; ¥ U84 U HKIAT, TGF-81 FEAICES) o EFELFHEL -,

2. PgRBYek J Y Pg.-LPS iZ & % HSC &AL o#kEt

1) HSC IZ Pg. (W83 #8) % multiplicity of infection (MOI) 100 T/ S E72 & 25, Smad <
ERK pathway % L, fifRHEEHIIL O /0L DO FEE Cd 5 a-smooth muscle actin (a-SMA) D%
W ERLfpas~ b Y v 7 A TH D type I collagen (Col ) DFEMHZpEAZFHEE L=, Pg-LPS
(Ipg/ml) #P% H FEAEIC, a-SMA <° Col I O FH e pEAZHE LT, FHC PgJEYix, HSC O
BERE S JUE L7=, 2) TGF-81 3 X' Gal-3 X, Smad & ERK pathway Z71 L. a-SMA <° Col I
DOPEAZFHE LT-, $F1Z Gal-3 1L, HSC @ TGF-B receptor Il ®RH LH- LHE L7-, 3) Pg
JEYZ X0 HSC B X UWTFMlas & TGF-81 & Gal-3 OFMZRPEANTRD vz, i, IEl
{& HSC Tix, TGF-81 EAENARIZHEM L, —JF. Pg-LPS ¥ TiX. TGF-81 pEAFHE
ITHER T E oo 7223, Gal-3 OFEH 7R FEAIEMATRD Hav, BB LM CTIx L v #4548
[ 23R ATz,

3. P tEIRYLIC & D NASH DIRIEESTICN T SRR A DR DOBRE

HFD &V~ v A7 00 EHEmHE—FE oWt~ S Pe (107#) &S, 6k
(2P azithromycin (AZM; 50mg/ml) O EHAERE (AZM #KIZ TREVEN 2 ¥ei L7-% ., AZM
WEAMERE EE) ORARLG 21TV, 3 %I OB LIRS O#HME(L & IEDOM B &
RTZENE SN D MD DEFEH (hepatic crown-like structure; hCLS) 4% & #H#% 5/
it L7z, PgtitEiRYeic X v B9 U7 Sirius red et B ERRME(L SIS B RHAHREE, RO &5



BEL BICHEICIA LTz, £/ hCLS B bisd Loy, FHARIE COBABEAEN LT,

LI EDRERIS, PeithEyeic k5 NASH OJFEHEITHEF & LT, Pglfis° Pg-LPS (T
£ 5 HSC CfF a7 & @ TGF-81 <° Gal-3 #EAE % 41 L 7= HSC OfE AL BB e E %2 K79
ZENPRABMNE RS TZ, FRITHEEIX, HSC @ PAR-2 ©%El% LH X+, TGF-81 OEAE%
AEICHEMNT 52 L. HSC fFMlao TLR2 %4 LA S, Gal-3 FEARAIEINT 25 vl Rerk
WD Z ENRENTZ, o, WRREEMN AL, ML Z M L, NASH OfFRELETT 2 il
T LIRS & 725 Z L VR ST,



