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5 ENEREE  Porphyromonas gingivalis [31E FHIEO T RYA F— 2B A2 FIAH L.
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gingivalis OFEE 37 OIFFHEIZOWT P ginigvalis 23ME EMAIZE A LT-% Ofla
WNENRED B RGETZ N2, SRR ORI L & OBEZFH~T-, EORER. P gingivalis D A
AR LIRS~ LD ATREMES IR ST, £ 72  ARE O MRS I HIZ  GTPase
T&d 5 Rabll & RalA, B I Exocyst complex NEIHE L TWAIZ ENREBINTZ, ZDZ &
XV, P ginigvlais H3E EAIEOGIEISE Z ki 5 72 DA ~BiH LB~ 42
Z & CHETROBMALIE Z D THEE N R ST,

WA R DR (EX) -

Porpnyromonas gingivalis, a periodontal pathogen, can enter host periodontal cells via endocytic
pathway, which is involved in the disease progression. The present study was performed to elucidate the
mechanism of the chronic situation of periodontal diseases in terms of the virulence of fimbrillin and of
the bacterial intracellular localization. P. gingivalis was invaded by gingival epithelial cells and exited to
extracelluolar milieu. This study suggests that the exit of P. gingivalis from gingival epithelial cells is
mediated by Rabl11, RalA, and exocyst complex. It also suggests that P. gingivalis can avoide the innate
immune response, which can lead to the chronic situation of periodontal diseases.
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P. gingivalis 73t JEFERRORIIZ A E - 2
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AR R OIEMEAL, HARRAE SRR ~ D5 A
72 EOSEER BT D S EEME X s T
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KW ClL., P gingivalis OEEZ LN
DI JFMESHE 72 & NS B~ D3 - 15
AR HEMEZB 67T 5720 18 fimA KR
T D ATCC33277 FROTE FAHMIEPNIE ARREL .
BLXOHIRNEAEL D P. gingivalis O
NENREIC DX T DI L2 M ET 5,
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(1) A EFEMIRIZBA LT P.gingiva

L lytic compartment & DEHE

WA EREMmNICIEAN LT P gingivalis IZ
KT AEEINEIL, A= 77 U0—NEDX
B ET 2OV THRF LTz, P
gingivalis ATCC 33277 (I AREFRR) DHifa
WIZHIT DA — b7 7 ¥ — D28 2 1R
B L, BiRmicix, ol Ry — A
D~—H—L LT, FYVE RAA 2D NK
{Z Enhanced green fluorescent protein
(EGFP) ZHif SH7=ar A 77 MEthA
IR S, P, gingivalis &)
T RV — 5L ORI I R BRI T
B LTz,

¥, A= T77 TV =L w—A—Th5b
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protein (RFP) Z#EfEEt7=a A 77 |
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DOFBRAS B H D FEFE
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A Rz i OB i BrAE R 2 i 2 Miask o P
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R A AL L AR N 36 X ONHERRRE 2R K
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TG 0~ T, BRI, =R
V= AN HEA~D VYA 7 U T
AINVY ATV T2y R —bD~—T—
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Rabl1l @ N K2 mCherry % HfE & HE7/-=a
ANT T NewA BRI E S, P
gingiviais & OILRE % LB SBEMETIC X
0 RRRFRICBIEL LT,

X 512, Transferrin receptor (TfR) %4
oo FY =2 UH A7 U TRRIERIC
X e ~EEER S D, €2 T, P
gingivalis NV YA 7 Y T2 RY—2A
WZJRET 5 2 L 2RI 5720, TR DNK
Wil EGFP Z2#fE L7ma > A T 7 M & A
ERARC R X7, P gingivalis.
mCherry-Rabl1, # L C EGFP-TfR D :F{E%
A SBMEE CBlEE LT,



HRINIZIR A LT P gignivalis ORISR
i~ Rabll DOBG-ZF 5728, Rabll &
Dominant negative % (Rab11"®) F7=iX
Constitutive active %! (Rab11Y) Z A
RN BL S, P gingivalis & D3k
JOTE & L N BEEE CRIR Lz, 351,
Rabll D RNAL / v 7 X2k,
P. gingivalis ORfEANF L O R
DA R KA CFU assay CTaiHl L7z,

(4) A EREMIBIZIEA LTz P. gingivalis
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RalA 17 7 F > ffa & ¥ % O AR 2 1 5
Ral GTPase THVY, Vv KT 7 hDUH
A2V T~ORERHRES LTS, £
T. P. gingivalis OIS RalA 23
BE5-9 % 23 ~~7=, RalA @ N K2 mCherry
kS ar A T 7 b E A LR
MIZREL &Y, P gingiviais & DEREL
I SUBEEEIC L 0 R BIER LT,
FENIZIRAN LT P gignivalis OFMIES L
tH~® RalA OBAG-%ZFH 57, RalA @
Dominant negative %! (RalA™™) L
Constitutive active %! (RalAY?) Z Ak
FHIRRIZ I BL S, P gingivalis & DR
TE2 LM BB CRIZ L7, & 51T, RalA
BIRTORNAL /v 7 XU AZEY, P
gingivalis OFfENE KX Olas ik + o
Wi % CFU assay Tatlll L7z,

(5) A LR MIBIZREA LTz P. gingivalis
DFPS L ~D exocyst complex DEHE
VA 7 U 7N O AR~ 0> ¥ B[R] 1
T& 5 Exocyst Complex %8 ®EEDHZ L X
VEHEEERTHD, =X VA b= RIZL
0. HERN O/ 2 AR & e L/ NE N
WIS~ 3 5, RalA O Tt T
Exocyst comlex WMZFDT T =/ Z—& LT
BEEL., YVEY RTZ b YUY A7 U T~
OGN HE I TS,

FZ T, P gingivalis OIS HIZ
Exocyst complex MBAH-9 2 Fi~<7=, EIK
21X, Exocyst complex DFERLSYFD 1
T3 5 Sech, Sech, ¥ L NExo84 EIn+D
RNAL /v 7 B2k V., P gingivalis @
AN S KOS RRRE = iR O A= %k % CFU
assay CTEHHI L 77,
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(1) A ERMIFBIZRA LTz P. gingivalis
DAL TIX Lytic compartement ~HfizEIi 7
AN
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P. gingivalis O 70% 7% EGFP-FYVE & &
JRTEER L, £ ORTEIIRERFICD Lz,
Yy 4 BERBZIITMIBN D P gingivalis
DFIEEDS RFP-LC3 B L OV LAMP-1 & JEJ@1E
L. 59 10% 25 LAMP-1 O &4 & LRELE R
L7ce, 2OZEnD, WA ERAIRNIZEA
L7- P gingivalis 13 F TP KV —21
WZHFEL R 10% OFEIXT A Y Y —h~#E
. KPEBOEITA— T4 VY — b~ IE
N3 DRI, L, 74—
LABLIORA— T4V — LA ThHfREZT
5 P. gingivalis INNH—F, VA7 U
TR~ =T 4 VT ENDEN WD A]
REMEA R LTV 5,

(2) A L RHEIZIZA LT P. gingivalis
AR S B,
P. gingivalis % [&Ye X 7- A LR AR O
Rz HTAER 2N %2 eSO P, gingivalis
PR LTtk PUERZ S £ /2 0Bl A i
L. #o oo iam mn» o i Li24
EEAENTE LR, P gingivalis O
HN~DBLH DR S i,
A% . Latrunculin A, Nocodazole, MBCD
THA R Z LB 5 & Mlabsasi
DEBWBOWA 5RO 54, Latrunculin A
TITAMARN O EE OB A SN, ZD
LRV, A LEEMRICEALZ P
gingivalis OMSIZT 7 F > « F o
—7VUORES, BEXRIEY RT7 R
B 59 2 AlREMEDS R ST,

(3) Ay _ LR MRRICIRA LTz P. gingivalis
DOFIKS B IZ Rabll 2353 5,
Y 1 RERE. A ERIEANICRA LT
P. gingivalis @) 35% 7% mCherry-Rabll
EHFEEZTR L. O REITRRZED L
oo TOTENL, WA EEGMENIZIRAL
7= P. gingivalis 13V YA 7V T2 KV
—LIRET D ERENT,

RO Y 1 KM, Mlalmo P
gingivalis O 70% 1% EGFP-TfR & 3L/R7E
R L. T ORITEITRIERICED U, Y 6
REZ IR 3% e 2 b LTc, ZDZ D
HIMNOD P gingivalis 1T E T KV
—NIFEL, VA7V T2 R — A
N =T T SNDAREE D R ST,
F72. Rabl11™®N F£ 721X Rab11V" & A
gingivalis & DIPEEBRFTLIZEZ A,
B AR L Bl U Rab11M 2L R 7E SR TR
L7,

& 52 Rabll ELFDRNAL / v 7 X7 0T
XV, P gingivalis OMBAEEEERH ~DNL
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N, ZoZenb, MENICEALL P

gingivalis OFNASNLH ~® Rabll 735
DR INT,

(4) HA ERMIFIZIEA LTz P. gingivalis
ORISR IZ RalA 23535,
YL 6 FEfZ. N ERGHIRNIZIR A LT
P. gingivalis D) 40% 75 mCherry-RalA &
WHTEZ TR L, £ ORTEIERERRFIIZHED LT,
F 7= RalA¥™ L RalAY™ L P gingivalis &
DEFEEHRFT LI 2 A, BAER LB L
RalAM™ DAL HTERITRAD Lz,

X 51T, RalA BB TORNAL /w7 XL
£V, P gingivalis DAL IR ~D ML
H DR & HIBEN O L E OB AFRD 5
N, 2oz ens, MlaNicRALEZ P
gingivalis ORI ~D RalA 235
MR EINTz,

(5) A L RABEIZEA LTz P. gingivalis
OISR HIZ Exocyst complex 23EHEH-3
%,
TXYVUAMEAED 1 DTH D Sech, Sech,
FBEL D Exo84 BIETDRNAL /v 7 X%
1ToTc & A, MRRFERIE OAEFEER ORI,
A KRN DA E OB R A iz, =
D LY MEMNIZEALZP. gingivalis
DO FAREAILH ~D Exocyst complex DRHEH
mENTE,

CNHO/RREIY | WA EEAIRIRA LT
P. gingivalis ®—¥F% Rabll & RalA 234l
T2V A7V 7REEAEFAL TR
NP5 Z e Enz, 2ol
TIFv e Fa—TY  OES - RER, VE
v RZT7 EREELTWAZ EREN, P
gingivalis % WNET Db/ Ma & ek & o
AT =% VU A MEAKRBEE L TWD
ZEDNRENT,

ARWFGEORE R, ta A LR RNIZIRA LT P
gingivalis \TMaN CHEEZ 1T >>H—
ERITAEAMC L L, S SIS ~FR
AL, WEMBEOBEYIRER-Z LTS Z
BRI S T,
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