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WFFE R OEEE ($3C) @ Porphyromonas gingivalis is one of the most etiologically important
microorganisms in periodontal disease. We reported in a previous study that a tprA mutant was clearly
less virulent in the mouse subcutaneous abscess model and that tprA is involved in virulence of P.
gingivalis. Although TprA, TapA, TapB and TapC proteins seem to be cooperatively involved in P.
gingivalis virulence, functions of these proteins are not certain. Then we investigated the role of TapA,
TapB and TapC in P. gingivalis virulence through analysis of functions and gene expressions.

S RTERR
(BHHAL - )
[ERESES ¢ MECSES ¢ Sl

201 0fE 1,200,000 360,000 1,560,000
201 14 1,090,000 327,000 1,417,000

G

G

I
e &t 2,290,000 687,000 2,977,000

WFGEoy B ¢ [ R
BB OLF - MIE - 85 - TERER IR
XF—U— R ¥, M. BEJEJE. Porphyromonas gingivalis

1. WSO 5 FHEEZED, FEREF2IEICOWTIEARRZ
fRPERE<MEE Porphyromonas gingivalis (3#% & ENBNEEZ NS, KEORNTH RS
BhewEREBEORERE CTHL EE xR k& &b W83 ¥EDAS ) LAEHIN I &
TV, AEOTEERFER T T TITHRE. | h, ZhICE W AKEOMIREZ Y ) LU A RIC
KT 7 —8, #E, NEE (LPS) 72 TR D HEPAREIC 2 5 7=, % Z T P. gingivalis
ERHBILTWD, Lo LAREOIFFEF O OFT-7EER T AL L, SHICFR




O O IR K OF AAEH % ffdr 3+ 58 %
A"
TP~ TR LUZE LB TEEE L
HIZOWT, TNENOEKERE % 2 Rt
TVERUKENE TR L, 717 4 — AT
EATo 7, = OFER, TprA 1365 EWN THRILN
ERAPZERETCHDH L EHLNI LT,
SO~ U A RERBRIZ VT tprA ZE K
DOIFEFCERITE T LT Y | TprA 1355 R %
WHE<BESELTWE Z ERRR I,
(Yoshimura et al., Oral. Microbiol. Immun., 23:
413-418),
2T, tprA BB OB FRENF — &
FARDL IO~ A 7 a7 LA BTV EAR
D/ — Ll LTz, Genco & D LI HE
U CHiEZ —EREEEESE-0b, B L
HEIRE VS5 mRNA % VW CigtT &
1Tolze FTORER, tprA BREKIT~ T XK
PIZI T, tapA, tapB, tapC DIEE AN E I (2
BAOLTWBEZ ENGhoTz,
£/ TprA 121X TPR R A A A 3 DfFE L,
ZORAL IO BEBRAE AT HZ &
BTV D, TprA I HERERY 22 & F —
TEbLTERNWZE, R T T ANIRET D
DB TprA FoORY 7T X LEAH D
VTR E B EfEE LEERERBL T2 & 26
Nz, EIicV ey NEHEZHW TR
PR RE1ESC Biacore T4y 1-MAHAAER % fEAT
L72fER, TprA L XY 7T XLEHTH D
TapB IR ERRO b, FERIC
TprA LEEATH 2 TapA IZ DWW T HARNT L
FERA 7RG MR TE 7=, L L TapC 12
LTIV arvedhr NEAEEDLZ &N
TR0, TNHDOTEITH 2 &
MCERMoTZN, HEET X/ BEEAIL Y
TapA & TapC I3AR R & < [RIBEDBERE & Ff
DHDEEZLND,
X 5|2 TapA, TapB, TapC OFFJFEIMHE~D B 5 %
M7 570, ENEFNDOEETERKEEE
L, ~ 0 A CHERE L7, HFIC tprA B R kR
tapA-tapB-tapC = HZAERDIETHITF L <
KFLTEY, ZRETOFEND TprA 1
TapA, TapB, TapC & fhaf] L CTHml I B G- L
TWAZ EMRREEENT= (Kondo et al., Infect.
Immun., 78; 2846-2856) ,
* 72 TapA B L O TapC % CTD family protein
ThHhdIEPREINTND, T, CTDIZ
DWTIEHZE < OWFFE 72 S 41, CTD family
protein (X P. gingivalis O HlE [ 5 i
(Por secretion system, Sato et al., Proc. Natl.
Acad. Sci. USA., 107: 276-281) Z X » THih
S, HESEMZ T L CEARREICRET D
EEZLNTNWD, FAl2 b Z i E THEHE

RLINHLOFEL—HL TS, EHITHK
MEEDZ L 1XZ 0 CTD family protein TH
L2EbHMEINTND, £D72® TapA ¥
X O TapC I ZEBENNIR B 2 # R
JREFCThdEEXLND, L, ZhE
TIZ TapA R L N TapC 2 B3 2 EM 72 51X
724, TR TR

1. TapA 3B X O TapC 23ME EI2 5 2 D2
DT

2. tapA, tapB, tapC DFEILHI RS2 SV T
ZNHOZ & HULIENT L, P gingivalis (2
BT DIREIERIC OV TR Z1T S,

2. WEDOHDY

(1) TapA, TapB, TapC D HEREAEHT

K12 TapA, TapC (2 OWTIEE ARG I JHTE
TAHEATHE EMAICEERICENT S b
DEEBEZOND, T, v /T yr—TU%0
Mz AT, AR E LB AR
BoOiaRE., PURFEREICOWTHRSD,
7o BRI~ OBEEMESR A 8 2R
Do T & & BT TapA, TapC DOFERIE %
W CHilaZ g3 2, R ORI & 5
A NIA L DOFEEESRCESE D TOREEY
HE L, RIEEDOBEEIZOWTHRTFT D,

(2) TapA, TapB, TapC& Hilfill il A% oD fi% A
tprA Z8 B ClI 2 B OB RED I B
DLTnDEEBIZ, BERFTHLV I~
K+ (¢70) OFHEHPWI» LTS, ¢ T0E
BRAEERIL U T V¥ A LAPCR Z{ToT2 &
Z 4 tapA, tapB, tapC ORI ENWL L TH
D ERERENIL 0 7012 L > THTbR TV A ]
RN TR I, £2 ToT70 0
tapA-tapB-tapC D IE L 2 [EAZHI I HIH L T
DINERGET D, 2V 7 <R OHER T
THLHT vF T I~DREEITI,

3. WD HIE

TapA, TapCOIFJFIHE~D B 512D T

TapA & 5\ ME TapC DIFIFTE~DBEI G-I D0
THRDZEZHMIZ, T DOXREED I
B ~DRAMES D VITEEMIE~D &
BRELL TV DI ERETT 2, B ERE
ITHOICH 0 EERS R EBHMEE CBlZEN T
XHEO, RN THNEEHEZRELSE D,
BARMICIL, #tEAEZ 22— NI 58 %
ra—=v71L, V¥ MR Z—RNIZTm
E—F—FH L L HITHAT D, FoieN
2 4 —7% P. gingivalis (C TG E &9 5,

tapA, tapB, tapC D iz B K+ D [F] &

tprA 28 BLRR Tl tapA-tapB-tapC A1 > D ¥
BN L TWAER, 2N ED L 9 7k
TR SN TV DO RETT 5, tprA 28 Bk




Tl tapA-tapB-tapC A< > & & & ([ZHR B A
FThHDYI7~HF (070) OB LI L
TW5b, ZDOI &b tapA-tapB-tapC 4=
Y OEEFHEIL 070 IZL o TIThbLTWd
AIREMEDS R ST, 7. 2D o 70 ZRHEE
ZAERLL | tapA, tapB, tapC DR HE IO\ T
U7 NHA L RT-PCR 24TV 5, &6
(2 0 70 %° tapA-tapB-tapC #4212 > DI H % |5
PERICHIE L WD 0 A2 MEET 5,

B S

TapA, TapCOIFFEYE~D B 512D\ T
PGLOW-Bsl . pGLOW-Bs2 . pGLOW-Ppl

(Evocatal) #7 7L — MZ LT, #EE
H% 22— 9 5 fEE(Bsl, Bs2, Ppl)?> 7 1 —
=T RBI o, $EAD C K
WZiEmye # 7 &MLz, 2hErae—4
—fF & E BTy AR X —NIZHA
L7z, BoNT=_T ¥ —%ZnE AR
EE Lz, SN EnEnNoEEinl
OB EEAZ AN TH myc HiATY =
AL T vy MEZITV, Bsl & PpliZown
TN RERETHZ LN TE =, Bsl %
Bitk, Ppl HBIKZBAMBE CTBIE LT L 2 A,
HOGIIBIERT D 2 LA TE RN, wIIIERE
I ThH o= (K1), TDI=DIEYLER
Rl THoOMEE EBICBEEB IR &
HFE®RNEOXBINKNETH D Z &R
STz,

phase GFP

X1 Ppl 2B A8 CBMSE I Tl
1T 72, (BsLETURIZ DOV T G [RIEEZ A5 R
THo7)

Z T, HOLE AT DICHOL R AR
HEMEEG L, b2 LD RFTBETE
LD RO ATz, KEEBITIX, PorSS DAL
& H(porL, porM, porN) &Y, 2 b Lt
EH(Bsl, Bs2, Ppl)yZNEn L OftE %17
2o FORER, porL-Bsl @& = H, porL-Ppl

ALA R A BT HRICEB VLTI, PorSS b
AR E FIEOMELRFFL TS Z %
B TLI, LML, ZHICOWTHELER
L T CRIE T DHITERFITHITH
ST, ZDIH, SHITHEAEADORKBLES
W7o TLR (HNEEADRRFRELZT
I, kvmhhTee—F—ZH AT 5k

&) DEN G DT H O EE TR L 72
K2 ZECRITHEM T 20 OMF PN LEN &
Bbhs,

tapA, tapB, tapC DHE G K+ D[] &

tprA Z8 BLER CIL 24 B OB FREDO I BN
HLTnDEEBIZ, BHBERFTHLV I~
K+ (070) OFHIHWWDLTND,

o 70 BRI AER L, YT VA L PCR %
1To7=& 2 % tapA, tapB, tapC DFEEL B3
HSLTHEY (K2), BEEHEHILo70 2L -
TITON TN D AJREMED R S L7,

2 o070 ZRKIZKIT D tapA, tapB, tapC
DIEBLE DI

5. EMRFERRILE
(PRI IHFE0 A S OB 92 12
(=Y

CdERSRm ) (B 3 14)

1. T. Hoshino, Y. Kondo, K. Saito, Y. Terao, N.
Okahashi, S. Kawabata, T. Fujiwara: Novel
Epitopic Region of Glucosyltransferase B from
Streptococcus  mutans.Clinical and  Vaccine
Immunology. 18: 1552-1561, (2011) (& HiH)

2. M. Shoji, K. Sato, H. Yukitake, Y. Kondo, Y.
Narita, T. Kadowaki, M. Naito, K. Nakayama:
Por secretion system-dependent secretion and
glycosylation of Porphyromonas gingivalis
hemin-binding protein 35. PLoS ONE. 6: DOI:
e21372, (2011) (E#FHAH)

3. Y.Kondo, N. Ohara, K. Sato, M. Yoshimura,
H. Yukitake, M. Naito, T. Fujiwara, K.
Nakayama: Tetratricopeptide repeat
protein-associated  proteins  contribute  to
virulence of Porphyromonas gingivalis. Infection



and Immunity. 78; 2846-2856, (2010) (Z#Ht )

(FasER) G114

FEFRRRR ., Pelio-. T|ATHIR, AR R,
i H 2 PR - PR R, H Lk,
Porphyromonas gingivalis HBP35 & (12 7 [ {4
KR EALHERE DT, 555 3 [0l Bl A=
4y (gE., 201149 H 30 H~10 A 2 H)

6. WFZEhE

(D WFFefRERE

g 4K (KONDO YOSHIO)
FIGRY: KREwbe EH
WFoeE TS« 30581954

(2) WFFE5 14
C )

WotET =

(3) LN FEH




