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Porphyromonas gingivalis HE D) KKV v H 54 F (PGLPS) &8k S L TIERT LHEKR~ 7 A €T IV T
ix, 14279227 AMP (cAMP) / 7054 v FF—E¥ABIWPFAMP/ #VEV 2 ¥ F—F1T (CaMKI) #EEHED
WHALASFE SN D 2 &, OHMIEN OB /NBERICH B R AR T 3y (PLB) O#E %) ¥ BL2STHE S ORI
T52EERAIEIHE L.

BEWEHER ST v IF T v ¥ v I ZH BRI IR0 ONGHEE Y 0% L COAESBBOEGTFHRALHET A L
AIRBIBERRABR CHERR SN, OAZOHE 1L LTHIKTES VLN TW S, Bl 5D L = ¥ 5 ibhs B R E5kik
MBLAHTEST 2 81 7 FL Y Y 2Bk (B1-AR) FIMTHFEShL Z LIZEHL, &AR&RASimE_%ﬁLTD%
OEFRREZFIH L TV b & & 272 Z 2 TAIFIETIE [PGLPS 12 X % U OFEREA 2 I35 ARG E D ULl X 5 RAS
OIEBEALZ AL TR ] L WHIEHE 72T, RIGHOWIEE 1T - 7=
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PG-LPS O &5t 5- T E S N A DASTIEBRIC BT 5 RAS O E % T 5.
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PG-LPS (0.8 mg/kg/day) % 7 H Fﬁﬂﬁﬂklj‘ﬁ%'é‘ L7z C57BL6/] Mt~ 2 (12 :8#5) %#Hv, 27 b 7Y (Cap, fk
Kk 0.1 mg/ml) ALLAERERE FATT R MRG L7z. <7 21X PBS ##¢45- L7z Control #, LPS %4} L 72#, Cap

% fOR¥E - U728, uS&Cw%ﬁmLf4ﬁ 25072, LPS %5 1 BRI, Lz a—I2 X ) .OkkRe2 e, RER
ERIZ~ 7 AR ER LU, P WEsoflE, HitsdatsEoh 2 ek, HE %’é Masson-trichrome #&ffs, TUNEL %%
ft, Western-blotting % 17— 7-.
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LTI —% AT OEREET R E A, AZENE (BF) EPGLPSHEHETIZa Yy P o— VKL THREIIKTLT
w7z (WT vs. PG-LPS : 66 + 1.8 vs. 59 = 25%, P < 0.01) 7%, Cap %P5 L 728 Tid 2 oin 23] S L7z (PG-LPS
vs. PG-LPS + Cap : 59 = 25 vs. 63 % 1.1%, P < 0.05). EZENEREMHE (%FS) b PGLPSHTIZa v ta— &bkl
THBEIT L TWwWzaY (Control vs. PG-LPS : 31 1.2 vs. 27 £ 1.5%, P < 001), Cap % 5-# T3 Z O MR ASHPH]
7z (PG-LPS vs. PG-LPS + Cap : 27 = 15vs. 29 £0.7%, P < 0.05).

b Ang T#EREICAT9 5 PG-LPS D% E %2 M5 7280, 4#oliidf Ang I L~V % ELISA T2, ZOR% Ang
DEEEx, a2y ra— i L CPGLPSHETAHEIZEML TWw/zA' (Control vs. PG-LPS : 88 + 12 vs. 759 + 624 pg/
ml, P < 0.05), Cap OHHHG-%24T- 72 ETRRZoWINIAZICHH S Twi (PG-LPS vs. PG-LPS + Cap : 759 = 624
vs. 62 = 67 pg/ml, P < 0.05).

Lok, BB X OISR 35 PG-LPS OB 2 il 5 7-0, KEREH-) o.LfER, BLIORERELSHZ) OMiER
EBEE R BTN 2 A, AN THERTEDON o7z, ZOT—FIEPGLPSIZX DLIEX, Hiik
JE, B o MASTIE L o722 EERIBLTWA.

O DFRKEACIT R 3 % PG-LPS @522 % Masson-trichrome 3¢t 2 17V EEAMT L 72, ZOFGHE, PG-LPS #5130 o fiiE
ALSEIE % A B X 2 72A% (Control vs. PG-LPS : 0.7 £ 0.1 vs. 20 = 02%, P < 0.01), Cap ®HFH#%5-12 & b Zohn
Wi &7z (PG-LPS vs. PG-LPS + Cap:20+02 vs. 06 =0.1%, P < 001). #HALD/NTF A —% —TH 5D a-SMA D>
FHALREP DL Vi, PG-LPS THEICHIM L Tzt (P < 001), 2 o8hd Cap oG- CHEICHTI Sh (P
< 001).

DT R b= Z2H$ 5 PGLPS O# 4% X% 728, TUNEL 4eft 2 /7 Wikl L 72, PG-LPS O 513 0z o 7
R b= AR % A BN & 724 (Control vs. PG-LPS : 1.1 £ 0.1 vs. 6.2 = 0.8%, P < 0.01), Z®¥EhiE Cap @
B G-I 2 7z (PG-LPS vs. PG-LPS + Cap : 6.2 =08 vs. 2.3 +04%, P < 001).

VEDRAH = XL ZRRD 728 Western-blotting 247572 & 2 A, PGLPS %5~ 7 A0k Tlx, 7a5r4 v+ —
¥ Cd (PKCo) ®»V b (Tyr-311) #Ml, NADPH *+ ¥ ¥ % —¥4 (NOX4) &FHrFr+F35—¥ (XO) 0%
WaEin, AVEY2) yFF—¥¥1D (CaMKI) OV Yk (Thr-286) LKA KF /3> (PLB) @V Yt (Thr-17)
BmpeER sz, 2, s 0% bid Cap OUFAEL-THEITIIH] S 7.
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1L PG-LPS R EE AR E i B & [FISE 12 7% 2 B~ 7 A7V T, o Ang TREEAST > b I — W IZHEE L TH 86
L, 28 RAS OFEMEALDILHE L COARERFHFEINLA, Th oot ACE ESE Cap 285945 2 & Th
WIN, LY ETY V7 ML TRV R), DAELFEINLWT EXFTLNITR 72, PLE oS R I HE R
12 & AR BISEIC & S RAS O TENEE R EZEHEZ I3 L Tnb 2 EAVRB ST,
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DAEDOBRBIZEHTHLEEZZOLNTWET VI T v ¥ VR (Angiotensin-converting enzyme ; ACE) BH3E
L, HEHLER O SIE R A E OWIR 2 I35 Z LS HE E N TV A, SIER CREDOBEICEE &G0 L =
YT YRAT YR (RAS) OBENOWTHEENEEREWE TV TG LR 2. 2 TARIFZE T, Por-
phyromonas gingivalis HED VKRRV v h 54 F (PG-LPS) ORIk S CTHE SN L OAERIEBIEICBIT S RAS
OB R T A2 &2 HWIZ, C57BL6/] MM~ A (12 M) %, PBS 5 OFEHE), PG-LPS (0.8 mg/kg/day)
Be5aE, ACEBHESEH 7 70 (01 mg/ml) 58 (Cap #) B XU PG-LPS + Cap BEHEED 4 BEIZH 1), LT T—,
RERE, ORES, - WEs / KaeRIE, HE %4, Masson-trichrome 44835 & OF TUNEL $¢ta12 & % Mk
RYER%ES, ELISA 12 X A1fiid Ang 11 %€+, Western-blotting 12 & AN > 7 F M E RS IRNT 2 47 o 72, ZOREE, *f
I ICIERT PGLPS # 5 I BV TIE, AZRHER X OAZHREMBEOMT, Mk Ang T, OFBRMELER, 7
A b= ZLHMBOWEMAEA SN, b2 UL Cap DHFHIC L VIl E 7. F72, PGLPS G5~ ZD.LHIC
BWTliE, protein kinase Co ®Y Y1k, NADPH oxidase 4 & xanthine oxidase ® upregulation, calmodulin kinase II
B & U phospholamban V) Y LD FLHENTFRD S, TNSHDZELD Cap X » THIHI X Nz BLED#EFIE, RAS S
PGLPSIC X 5 THRH SN EROFIEICEE L ZH 2 R L TO SRS ZRIEZ L Tn 5.
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ARBFZEIC XD, HEHEZ Ol & [F5E0 PGLPS IZX D AR S N A1 Ang T XY, &4 RAS OITEN TS
DR ENFEEI NS Z &, EHIZ2NAHACE FEH Cap 28595 2 L THBSIN D Z LW SN R o7z RIS
BRIRIC & 2 DR EFIE IS YE RAS OTCENER L ZHZRZZLTVWAE I LZRRTLIDTH Y, HEHIC L 2 HE
GAPHED PRI R #EATIRNC IR P HFTE 2D EE R SN

EoT, AW (85%) OFMEZWERT2ICH), toiifiz Ao 0 L HEL.





