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Table 1. Mutans streptococci
. . GC content
Species Serotype Biotype %)

S. cricetus a m 42-44%
S. rattus I 41-43%
S. mutans cef I 36-38%
S. sobrinus d g v 44-46%
S. downei h v 41-42%

from Microbiol. Reviews 44 : 331-384, 1980.
TROHIhTVwS, LrL, TV9FRET
i, afl, bEIGESMINTVELVIR
Eb B, ThoOEEKEIEYFEERIC L
D, MVEREREERREEH T 5 LPEIERAS T
W3, TOXIIREM S, S. mutans B O
W oBIAE POREMICE > THROBEELELD
h, ILAHFEEhTH B,

0. By o—vfilkickd 32— v X 3Rk
%@ﬂ%ﬁZ—éﬂ

12— 4 v ZEGFIKRE O L BIC L, mitis
salivalius (MS) Eips@EHWwWoNS, a0
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Table 2. Reactivity of Monoclonal Antibody S3-9

Species Strain Serotype % Reactivity Species Strain Serotype % Reactivity
S. cricetus HS1 a 3.6+ 0.7 MT703 e 104.5 + 3.9
E49 a 4.8+ 1.1 |S. mutans SE17 f 3.7+0.3
S. rattus FAl b 4.9+ 0.6 OMZ65 f 4.0£0.1
BHT b 3.7 0.9 MT557 f 3.2%+0.1
S. mutans Ingbritt c 3.6+ 0.6 |S. sobrinus OMZ65 g 3.8x0.1
MT6R c 3.7t 2.6 6715 g 4.7%£0.6
S. sobrinus  OMZ176 d 3.8t 0.1 KIR g 4922
MT615R d 3.7% 1.5 | S. downei MF25 h 3.1£0.5
S. mutans LM7 e 100.0+ 1.3 BFel2 h 58+ 1.1
P4 e 79.0£12.3 M4-49 h 3.0x1.0

(modified from Infect. Immun. 52 : 628-630, 1986)

Table 3. Inhibition of the precipitin reaction between strain LM 7 (type e) antigen and

antibody S3-9

Inhibitor (1.756 1 motl)

% Inhibition

Glucose

Rhamnose -« rreeeerreesrererciiereiiiiiiiiiiiiiiaiineceien,

Galactose

N-acetylglucosamine ....................................
a—methyl-D-glucopyranoside .........................
B-methyl-D-glucopyranoside .........................

Melibiose (Gal al,6. Glc)
Maltose (Glc ¢1,4. Glc)

LaCtOSe (Gal 61’4 G].C) ..................................

Cellobiose (Glc 81,4 Glc)

-3
(S]]
I+
(3]

—_o W o wWh N oo

The abbreviation used for galactose and glucose are Gal and Glc, respectively.
(modified from Infect. Immun. 52 : 628-630, 1986.)
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JHE L TRV, RO BOBNRERE L&,
EECHRE B VLS K, ERicabETE
By oy s -BOEEICHERE A
H, WAL SREL S TTHEALEERT
B, BRELTL—F—5i3, Bro— il
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Fig. 1. Effect of local passive immunization with
MAD on the caries score (A) and the
proportion (as the percentage) of S.
mutans in fissures (B) and smooth
surfaces (C) of teeth in five control
animals (@) and four immunized animals
(O). (modified from Infect. Immun. 50 : 796
-799, 1985.)

OFENIc 7 o — vk % 120 b 7 O BT D
KO A L, EERBRARS X b 6EHERER
DRELEEL R, BEERIHZRSLT
W3, FEERCY VNG S. mutans B OB
ORDLOHRLTWS (Fig. 1), MUHY
o— UHAERWTE MR, b 3 Rk
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Smooth surfaces {22
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Fig. 2. Proportion of implanted streptomycin-
resistant S. mutans in smooth surface and
fissure plaque and saliva. MADb to Ag I/11
was applied to the teeth of four subjects
(), and saline was given to four other
subjects (M). (modified from Infect.
Immun. 55 : 1274-1278, 1987.)
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32% 30%
Fig. 3. Putative structure of PAc.
Table 4. Biological Roles of PAc
Strains Cell bound PAc Hydrophobicity agglutination Adhered cell No.
(%) by saliva (x10%)
MT8148 + 27.21+2.1 + 3.58%0.69
PAcEm-2 - 1.2%1.0 - 0.91+0.08
PAcEm~-3 - 3.3%0.7 - 0.85%0.11
GS-5 - 1.2£0.7 - 1.49%+0.17
TK15 + 46.1+2.2 + 6.4411.31
TK18 + 32.2%3.1 + 6.4241.08

FRTOY LT I BON%E LD TY
B

S o REOEOKEET £ 510, Bz
FERIEOEMER, YBEABORRERNKE
OfFBIE RS 12, 7 o — vt L 2 pac BT
Ty Re<q Y UitEBEFERALL D%
S. mutans MT8148¥RICT S HETHRAL,
BRI L O pac #iZT & ORI THERHEA
BzERHIIHBZIEICEY, pacTER
PAcEm 2 #38 & ' PAcEm 3 ¥ ® 2 #kHs el
T/, ¥4 S mutans GS5HHEIZFIEROE
EYRO—>ThBH, PAc 2E8K7 % D D[

modified from Infect. Immun. 58 : 289-296, 1990.
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(A) The sequence of the A region of the PAc molecule

pre (194-218)
Al (219-300)
A2 (301-382)
A3 (383-464)
Post(465-480) ----Di

RVQEANAAAKAAYDTAVAANNAKNTETAAANEETRKRNATAK,
RVQKANADAKATYEAAVAANNAKNAALTAENTATKQRNENA
RVQKANADAKAAYEAAVAANNAANAALTAENTATKKRNADA!

(B) Sequences homologous to that of unit peptide, PAc (365-377)

Sequence

(pre:201-213)
(A1:226-238)
(A1:283-295)
(A2:308-320)
(A2:365-377)

Amino acid position

DYQAKLTAYQTEL
DYEAKLAKYQADL
KYQADLAKYQKDL
KYQKDLADYPVKL
DYPVKLKAYEDEQ

(A3:390-402)
(A3:447-459)
(454-466)
(461-473)
(post:468-480)

Homology (%)

69.
46.
53.
38.
100
38.
61.
46
30.
38.

U1 00 = N

"= U,

Fig. 4. A region of PAc. (A) The amino acid sequence of the A region of PAc. A1-3 denote the long
repeating sequences in the A region. Both 'pre’ and 'post’ mean the incomplete repeating sequence
around A 1-3. Underlined sequences represent the short repeating sequences found in the long
repeating sequences. The shaded area indicates the sequences homologous to that of unit peptide
(PAc, 365-377) or unit peptide itself. The numbers in parentheses indicate the amino acid position
in PAc. (B) Sequences homologous to that of unit peptide in the A region. Two tyrosine residues
in unit peptide were identified as core B cell epitopes of the antisera raised by unit peptide.
Corresponding tyrosine residues are shaded in the homologous sequences. Each sequence is
composed of two short repeats. (modified from Oral Microbiol. Immunol. 14 : 213-219, 1999.)

Table 5. Biological Roles of PAc

Cell Treatment doubling time (hr) Saturation density
(10 cells / well)
A549 None 19.2 68.1
MP2 19.8 49.8
TGFA1 31.7 31.5
BMP2+ TGFg1 32.4 29.8
CHO-K1 None 15.3 64.2
8-bromo-cAMP 19.8 39.8

Population doubling times of cells were calculated over a 48 h period corresponding to the logarithmic
phase of growth. (modified from Oncology reports 5 : 1137-1140, 1980.)

¥, ERECROMEIT Ui\ ETEE R & R
% (Table 5), TOfEARELE HBbH D ZFF
DT ENREINT WS, T OETHHERHE
FUHCH 5 & —HEEBIC I > 12 2 b D EH
S b L1,

TGFB | b + HRItiFEAINE A4 fEF s &
% &, mOHGEPEER AR T8, [ERFICHER
IS < 73 0 BRHEFIIR & B O R LT 5 C

LA S Nz, cAMP FEfA% CHOKI fifia
HIER S H 5 LRBEOBR A A SN, [ERFIC
A O FEEMET L, IEFEMiaca
WIREEE 725 C &I S, EaMbED, Y
N—Z NS VYRT 4 —A—Y 3 VEDFEINT
W3, TGFB bHEMD T EM5H 5D TIRIE WP
L#EZ#~1-, Table 5 Tl&, TGFRIZX 51
SlPEE O BT % AR e i L TR L
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Table 6. Effects of the members of TGF S8 super
family on the anchorage independent cell

Table 7. Effects of cytokines on the development
of stress fiber

growth
Treatment N‘ég‘lggry"f Inhibition (%)
None 1012 0
Activin A 561 44.6
BMP2 154 84.8
TGFB1 30.5 97.0
TGFB1+BMP2 7.5 99.3

(modified from Oncology reports 5 : 1137-1140, 1980.)
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BEEX N (Table 7), BEXIEH FTcao
=K ERET AEELRA ML X T 7 43—
R OB M & < MBI L TW iz,

Zof, fRROERERL S5 5L
bh3Ey v Boro BRIty vyORES
YRy vToy VETBEBLLYE, ITh
TGFRMEIC X b ERMRETRD SNETA Y
FATDOFRENY - VITEDL T EDbho
tzo ¥ & LT, TGFBIick D, HALEHN
OHERMEID, ZTOHRLE LT, Wi

Treatment  growth inhibition stress fiber
None control -
activin A - -
BMP2 + +
TGFB1 ++ ++
BMP2+ TGFA1 +++ +++
IHEZNTWE EEZ S,
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