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Molecular biological studies on the effect of Candida albicans on
invasion of host cells by periodontopathic bacteria

MRRES (EX)

MRRRE
EH FKF (TAMAT RIYOKO)
BPKRZ - FED - B
HREES : 90367566

WFZER B3 (Fnx) « OEHEDEE TH D Candida albicans JNEAFEHE (HKCA) £7-1% C.
albicans 7B SNTKEEME~ T« TV EAIR (CAWS) (2 & 5 B R & oy
PIRRHESERI DBEE S F B LA T 277U & TCAM-1 FEBLOHITRIL I DAL v o 7 & 512 HKCA
F 7213 CAWS |2 L D ATLERIC X % i B JsUMEMEEE Porphyromonas gingivalis @, B PIJE 52
fiil & B POARME SRR ~ D825 OBIINIX 72 v o 72, Ls L7235, HKCA & 721% CAWS 2 K DAL
PUZ Lo, P. gingivalis Ofg EMIE~DRANRE LML,

WFFeR oML (F£3C) : Heat-killed Candida albicans (HKCA) and water—soluble
mannoprotein— 8 —glucan complex from C. albicans (CAWS) did not up-regulate adhesion of
Porphyromonas gingivalis to human gingival epithelial cells and gingival fibroblasts and
expression of B1 integrin and ICAM-1, which are required for P. gingivalis invasion, on
the cells. However, HKCA and CAWS promoted invasion of human gingival epithelial cells
and gingival fibroblasts by P. gingivalis.

AT RERA
(EBHAL : 1)
[ERESEE [ 18 2 o &t

200 9FE 2, 100, 000 630, 000 2, 730, 000
201 0FE 1, 200, 000 360, 000 1, 560, 000

FEE

FEE

L
% &t 3, 300, 000 990, 000 4, 290, 000

WFIE3 87 E IR

B 038R - HIE - HYE - IPRER MR

X—T — N EIRIEMME, Porphyromonas gingivalis, 18 AN, Candida albicans, i8R,
A

1. WHEBAR YWD 5 EHITEAR T 77— b biitiansg, &

WERIE, OENICEET D5 EOBRE
HMHEREIC L > CHI SR SNDRYE & &
b TWb, LT, Porphyromonas
gingivalis 1%, 1BVEEEREBEOWE R 7r
vy kb EmBEEICREBIND, — .
Candida albicans IZMEIZEB W T HET
DIRENEDTINEE 2N, AED > FRE 7R
FOHRMABIMEZS SR -7, £, FE

BT, EESCAA AT 4V LTE - RIS
B2 HEBERFEMEME & ¢ albicans W ®
HHAEROREN 2SS, 2T, [WUH
JE Ry S BRI S D EEFE O
MBS, MR O g JE RS BRI B ~ 1R AL
WEESZDZEICLVHEREEET S
IENBILORDS, ZTHUETIZ, P
gingivalis OAME/NEAR D B EFE Ot JE 5



JEVERB Tannerella forsythia OH W
MlE~DOfFER L UIR A 2 I8 5 H®5 13
Hote, LrL7enb, B MlE~DEANI
B OHME L BEEOMEBEFEMNIZOWTO®
FX 7otz —FH, EEMBOISEIZEL
TliZ. C. albicans B £ 72 1X5CEM LPS I
x5 EEMBOKIGEmD, BIEEEY BT
HIEM~TAD in vivo EERTH G M
o TWe, 7o, HEBESCASAA AT 4V A
TERG - YEFEIZ 31T 5t 8 R R R & C
albicans MOMAEER OBEILXH > D3,
18 ER A~ R AT 2 EEHICON
TOFZEIFIT LN TR oz, HEEEIL.
VIR, P. gingivalis BLO'AWE N LR R —
~OAVEEEME~DRAZ, EESTTH
% ICAM-1 ’EE5-7 5 = &%rwbtoit\
AR E o> TCAM-1 Xk Bk L& 7
#— Toll-like receptors (TLRs) 0)/7‘)‘
MBEIZ L » TREANWE®RT 5, S5, B
HOMBEEICEEND B AhroLE
X —Td 5 dectin-1 X TLRs ¥ 7 FIViGE
HIZHFER 2T A NI A VEAZHES
Do DT MG FITBR T EHERGRRIC
LBV T FINVAREN P gingivalis DR /)E
AR RS RO A2 AN 2 #9083 2 AT REE N B 5
OTHET LT, 72, ARG, &
7B OPE L RGHIAC, B PR SRR 35 L OY
AR AR AN 2S TLRs 2RI 5 Z &1
HEi & 2 B OZHOMRE» #E L T\
M.t E AR R LD dectin-1 7 F
C-type V2 F o7 F—T77 I —D3
IR &SN T\ oD TEDOETH

~Tz,

2. WEOHD

AWFTEIL, HREREEME P gingivalis
WX D E AR I U & Lz
TH~DR AL & € albicans F7-1%
FOBEBMTIT LD P gingivalis DA
AN = A NEZRA LT HIEEEW
LT, INOMAEMDIZNZ b 5EE
ﬁ@@&/namﬂ%@@ E72 5 NI E
TLHEEEDTICONWTRET LD TH D,

3. WrED Ik

() FWHEMEO®R S L1EEMR~OR AT
Bl 2 HENZNDO T, ElnE O L HE
HtL7= C albicans D¥RIEM & 45O ET
5, T72bb, C albicans INEGEE THI
BELEMRO, PaanSK4ﬂiftﬂi lipid AGH
LN %N @Aﬁkuu) XDV A NIAPE
A% ELISA VTR LT C albicans Rl
BOMRERN~D,

2) () THEMERBWEALED LN C
albicans OMBIEE £ - 13RI E S L
TLHIRR G Ch D KB~ F - T v
BAPR (CAWS) T b i JEFE A AR AR A (B 1A

Sk RMAE Ca9-22 & i JE IR A Bk
A SR AL) 2 RTALEE L=tk P
gzng1va]15 % FRtoe MifE L LR T D,
St ALFEIESR 2 B TR R O
E@’)”FO)%H}’E[‘%:E L. 2R K CHEE N 2 1
fif, [RIVAFRIR 2 At . SRS CHRRE L 7
AR ET 5, X TE7 P
gingivalis DEM a0 =—ICHREE %
T P. gingivalis Ofg FHIIE~DR AL
L LT, C albicans \Z X ARLE LY
NV E B LT, C albicans RIALELOD,
P. gingivalis (2 & 508 EHE~DRE A
T DR ERETT D,
(3) & b AR AGMIE oD dectin-1 72
PEREICEEE TS C-type L7 F o Lkt
A= 7IV—ORBET7a—% A M AL
U —THRF7T %,
(4) C. albicans E-1XFOHEEKRDICT LD
b M ERSS R A I L s LiciEE
e 0D i e 2 T 43 - D FEBLZEARIZ DWW T 7
72— A 8 A MY —F 72X ELISA THFHT
Do BT, BN A ONT-X T E
@ﬁ%%//&&?/@Iﬁ%ﬁ%ﬁib
P. gingivalis OfMIMZ A KT T HEIC
DWNTIHND,

4. WFFERE:

(1) BwEoQlENSEILLT: C albicans
DOIMEFEE (HKCA) THIER L/~~~
7 a7y — A J774.1 @ Pam,CSK, & 7=
I% lipid A (T X % MCP-1, IL-6 3 XY TNF-
o FEARIX, RIALER L7 v o 7 & LhEg L
C. albicans DOPRFERFRNTHM L=, 2D
FERND ., BRELLT= €. albicans OIREVEIL
<. P gingivalis DIRAIZEEZ 5z

AREMER B 2 BT,

(2) HKCA(MOI100) & 7= 1% CAWS (10 u g/ml) D

TSRS L - T, v Ml RRRHESEI~D P.
gingivalis DEFANEEICHEMLEZ (K1,

M2) .

Non-primed MOI 1 MOI10 MOI 100
HKCA CAWS (ug/ml)

1 : P. gingivalis B AEROER, ~3
Vo AFUA UERMIKERE o R a
o =—/  P. gingivalis T® 5,



90000

80000

70000

60000

50000

40000

30000

P. gingivalis 381 (CFU/mI)

20000

10000

0
Non-primed ~ MOI 1 MOI10  MOI 100 0.1 1 10

HKCA CAWS (ug/ml)

2 M1 OFERICHARUERE T -2 03K
%77 712 L,

BY L2 LR HKCA B I CAWS I X % &
AR HESERIIA O TCAM-1 FEELHEIRIZ 72 >
o7 (K3) , Ca9-22 #f T [FAEDRE R 72

>77,

15.0

A
e H 227
1NV
3| .
1 ,.M
L ona s
c i
HKCA 3 \_h}\‘
mor1o0) F| R
I -
t 1136
z "
caws 3| o 2
10pg/ml = y w/

Fluorescence Intensity (Log)

3 : HKCA F721% CAWS S AE;HT 3 B,
bt h AR B % 7 e —T 1 b
A FU—"T ICAM-1 HE A Mt L7z, ICAM-1
1% P. gingivalis OfE EMR~DEAIZH
G485+ THD, BT GRT)
23 ICAM-1, mfg (B Ex 74 7av
Fa—/,

(4) HKCA IZ XD b MEHFRMEIEMILD Racl
TEPEALEE TR A 4 HAILT= 23, Racl #ilANC X
% P. gingivalis ORABETER~DOIHILA D
otz

(5) b M HTAURRMESERINAIX dectin—1 Z 3L L
TW/= (M4) , —F. dectin—2 BHILIZ &
A EHB NI Tz,

] ’ /37.6

——Cell counts

Fluorescence Intensity
(Log)

X 4:b EPRHESEMIIE D dectin—1 78,
B\Ww=U7 GRF) M dectin-1, &A% (R
) XX H T4 T ar ba—J,

(6) HKCA(MOI100) FE7-1% CAWS(10 p g/ml) D
AiEEERIC L - T, HRE LML Ca9—22 ~
D P. gingivalis OERANHEIZHEML 72,

(M) L2723, HKCA B L ONCAWS I X B
Ca9-22 WD B1 A > 7 U R EIEIRIL 72
Mmolze Bl1A YT 7Y %, ICAM-1 [AER.
P. gingivalis D15 EMAE~DERAIZE S5
LHAEN T THD, B FHEABRMEERRETH
HKCA 35 O CAWS 12 & B[R4y T D3 BiHE 881X
FHNIRINo T,

(8) (3) & (1) DFEEN S, HKCA F7=1% CAWS
WX AHVEICZ LD P gingivalis @
Ca9-22 MM 7= 13 8 PARAE MK ~ D 5
DN & DB DR LT, DRGSR,
HKCA % 7213 CAWS & X A RiTALER L, P.
gingivalis O Ca9-22 Hia £ 7= 13t PURRHESE
ME~DOBEE ZHINT D Z Lid7ehro T,

(9) Ca9-22 MfI dectin—1 Z T ITFHH
L TCWR, dectin2 BHIZITEAEA LN
o Tz,

UbofERE "o, € albicans 1L, P
gingivalis Ofg EHE~DRAZHINT 2
LIk T, WARAMETDL I ENEX
LD,

5. TR
(WFFEARFKE . WFTED L M ONEIEN TR (2
=)

(F2¥E) G31F)

(1) EHFUT, LT, EHA .
Candida albicans (X%, & MHEARR
HEZEHMN~D Porphyromonas
gingivalis DR NEEOEIN. 5 52
[l B SRR 2 S Al K 2 - R 2, 2010
9 H21H, #U—R—/LHE (R
#5)

(2) EFHFUKT, 1EH A, The effect of
heat-killed Candida albicans on the
response of macrophages to bacterial
components. #j 83 [A] H &AM FafL,
2010 23 H 27 H, /v 7 ¢ affiik (#h
RN

(3) EHFURT-, THHEH. FHIER xS
T 518 MO KISIZ BT 5 BEEH O
BN BRI D ST, 5 52 IRk B A
RS FMRE, 2009 410 A 11
H, =IREOEART IV (i)



6. WA

() #rgefiHE

EH FMLF (TAMAT RIYOKO)
BLPIRS: « S - BhE
e %5 : 90367566

(2) WF5E 53 13
C )

HoeE &S
(3) AT TEE




