od Al vl 532
(A el
d
I. 4 2
Aop3AZ L TA7 A e alzhAlotol ol&kx]
Aoz duA 3 AE AFUEE T o3l
F350] ¢ Askdoie] EA AHoRA 1
A Fuol & Be AFAE] Aeta H4s
wriEsted ghel,
AopeAF e ATl Sk AokrAe Fa

A stashgor ¢HA gon® 19500d 24k7HA]
£ Miller*®2] 3}3ralgAE TZAud] AAshe o
7 =) FFSE AT (lactobacill)) o) F 8% 9l
Fo 2 QAo ek e 19554 Orland
E390) gEEo streptococei & A A AE
e A & AEE P ¥
streptococcizb Z|o}$-459] Fa AglFer o
F31A =91 Fitzgeralds (1960)'¥ o] o] & 3ol
3930, Fitzgerald ¥ Keyes(1960)'¥¢} Zinner
= (1965) *”2- hamster & Apukol]l A E2]&F str-
eptococcis hamster X ratel]l 7FFA|A Aol
AFS FEAzes  olyd AT
AR e B A 2ohgAEe dubrls AL AR
ub ololel. 2wkl o THEL A ol-AlF

Aabe] HATtA Zuol 4 A4t ATFAAE B
L

Mo e

=
A%

Tanzers (1973)*Y, Taubman % Smith(1974) ‘%,
McGhees (1975) *2 ratoll 4], Lehner% (1975) %
£ monkeyol] /] Streptococcus mutans®] T
L oEAE wdsie] AckpASY A4E LI o)
gom, 9 wASL AWA AR D
Aob$AZe) okl hg ANE 2 oo

Fitzgerald % Keyes(1962) '+ hamster o] 4]

Guggenheim 5 (1970) "2 ratell 4 Streptococcus
mutans® A F3leletE 2ol SE dytds ¢l
obaL R a3kgieh
gk z|ol--Al5o] WalgA Aol 4 el e
Z&3.3 9 Streptococcus mutansel] H3k 5
ojgfaloll WA A7t ksl AT Qe
Lehner% (1967)*& #ohg-4lo] =g 74a
F3b Aoh-Aol Aapelo] opgt o) WA 3 chol
W ddgeias] 58 AT vk 2lolg4l)
AErEo] o FollA Bl xopsAo]  =]skd o)
oFgk Foll A Ell W IgA F57F @ AW IgA
FTEE £ Ao Bol gl IgAst  Fo}-g4
o W Aol Aol shelehm F2aA Ssiek
olF o] ATAEMME Ao Fhxlol] 4
el IgA $E7b 3-8 A 3hglom  xokg-
A5 3=}l 4+ Streptococcus mutansoll 3t IgA
Holgal7t7t w38 Ruslgch
45 Shilair (1969) ¢} Zengos (1971) 92 ] o}
LA 53k o3hAl el IgA FEZA 2 ¢ glE
BAZE et 33893 Challacombe$ (1971,
1974) "2 @AWl A streptococci®] ¥ 4
of gt FANE 4] DMF=2} &4 g
7FE wlaigk A 2olf-4AlE FollAe & AaalA
£ eI ZopAFo] glv FellAE o A
BAE ebdela B3 shglon,
Challacombe5-(1973) ®, Challacombe % ILehner
(1976) ¥+= streptococciol] &t eledw] & 71
DMF =2} vl &AL v} zo}-24% Fell A=

£ ®3atgcet, 22k Lehner 5 (1978)272 c}f
9 % w) Pl Aol FE shal ofzle]E o
=}

A2 2 E}edu] IgA % streptococciof] Wt §hal &



Aske] DMF A4} vlastgl ot 437k 344
7b glgieba shdsk

ol akel| A 71437k Hhel o] Aohg-4 5o HlE
o] A Hdgh o "‘1 B3 = el o
3 1 % 3 streptococcusel] B
7 ghal 7ol 5&‘]""‘ ge TRzt o B
Tafel| we} FAsHE vhsb Abolske Streptoco-
ccus mutans®] @A el w& el 4 At
of W3t BIE ukz| ),

ololl AzE Aop$AS Fatol A Elelu] HA
2Xd3 52 24353 Streptococcus mutans 2|
7+ @AYo gt AT NS S8k Hoh+-4
Z319 AE FT3le ole] Bishe vholrh

J{)ll

2

O. daoiy 3 Uy

7). MECHa

A4 st A5 842524 (Russel’s perio-
dontal index)*” 7} 0.2 ¢]8}2] Azl 2L2& 7}
Z 4873-% whal 2 Ao}t FubARA AR Aok
AZo] ZAsle A5 AoH-4FT (active cari-
es group:AC), z|oF$4%e] s  glAv 3+A
ol eyt zmIA MYl A BT
) 27 (caries-free and treated caries group:
CFTC)o2 TH3te] Axdkgic)

Lt AEYY

1) eld A3

A wakxle] wixpE4A EFER] oF 20ccE
cylinderdl] ®¥+o} 5 000rpm (Sorvall®, RC-5B, Refri-
gerated Superspeed Centrifuge, Du Pont, U. S. A.)
ol A 1587 44 AAF 1 AAFE de  —20
T4 9E RN AR A

2) ddgrya 234
el = -.—T——:"i—‘?—a‘l-% AFr gy =Aogsh4ba
(Behringwerke AG, Marburg, Germany) &
o} Mancini 5 (1965) 9] sbubal = g 2hakyd® o
o5t} EA43Hoich

3) Streptococcus mutans 3} 121]_-_

Streptococcus mutans®] 7+ FF= Kejdm 9
et v|AEE wAdd A Al Bt e F
FE el A 239 iﬁ %, FA1(#3d
b), NCTC 10449(#H¥c), B-13(¥2¥d), OMZ
175(&2 A 3f), OMZ 65 (Sé"a‘ g) & trypticase soy
brothel] 48417k woksled p-aat9dc},

wiokgt o BfH-S 0.6% formalin® & 16~18
Az A ¥ 4, 000 rpmel| A 1587F AAE b A
2l Adse 33 Ak - F SFHS

Nephelometer 2 47} 10°cells/ml¢] S| =2 42
Ao Histed o2 AReAYe

4) Streptococcus mutansol] @& Efedu] 23

a7k 23

S A7 4L Arnold$ (1976) ¢ uhHiVol] =}
2} microtitration system (FAS teque system colon
U plate) & o|-&3+3ich

Bovine serum albumin(BSA)-& 2|4 4l od4=l
o] 0.1% % =HE% microtitration=+2] 7+ well o)
0.05ml""‘ A=) 7‘0]-0“5}- _'j_g] 7L E]-°“ L. 23}1_[_ _,]
Agtgom 7+ wellol ©h4] formalin®.2 =3}
Streptococcus mutans®| 7+ BA¥ §U-E 0, 05ml
(10° cells/ml) 4 Y gic},

A% HEEZ ¥ microtitrationzk] g wellol] 0,05

ml9] 0.1% BSA%}t 0.05ml®] Streptococcus mutans

3} (10° cells/ml) ub-& ¥ 4lelh o] microtitration
& 2417k Bk 37T el A w417 F b 4T
] A ek dAlske SAlokale

SAEEE YehilE 3HE 3

2

2
\l
-

—

b7 IgA, 1gG, IgM %
Z'éf%‘t’ﬂ a3 SAH}ANE F

1. ElYL HAS2RR S

1) IgA =

el IgAFE SA AT 2ol 5F (AC)
ol 4 222 1.8mg/dl, Z 3Lz 10.8mg/dl o] §l.o
a2 HFERE 5.04+2.28mg/dl o] gk

HEF (CFTC) ol 4+ # A 1. 8mg/dl, 2z
7.2mg/dl 2 H3 =+ 4.17+1.59mg/dl o) S ek
(Table 1)

2) 1gG 5=

2] ]-°*‘é—‘tL(AC)«] 3673 209 ol 4, )27 (C
FTC) ol A= 125 89l Aulo] IgG 5 &7 o)
7Hesk gk z‘l°h°—*4% 2] IgG 3 1A= 12.5mg
/dlelvh 3F 2 6.98142.90mg/dl o] g.o =, ef 2Tl
AE #H3:A 17 0mg/dlE 2 HF = 8.56:+4.31

_.3 8_.



Table 1. IgA concentration in saliva.

AC group CFTC group
No. age sex DMFT* IgAconc. No. age sex DMFT  IgA conc.
(mg/dl) (mg/dl)

1 25 M 12 4.9 1 24 M 5 4.9
2 20 M 8 4.5 2 24 M 13 3.4
3 20 M 7 6.0 3 24 M 1 2.1
4 19 M 13 8.0 4 26 M 4 23
5 20 M 9 4.5 5 23 M 4 5.5
6 20 M 13 4.5 6 22 M 4 4.0
7 21 M 13 5.1 7 23 M 0 7.2
8 20 M 11 4.9 8 23 M 0 4.2
9 19 M 15 5.5 9 24 M 0 55

10 23 M 16 8.7 10 20 M 4 5.7

11 20 M 9 3.4 11 20 M 12 1.8

12 20 M 12 4.5 12 19 M 2 3.4

13 24 M 12 4.5

14 25 M 10 4.5

15 20 M 7 7.7

16 20 M 23 7.1

17 20 M 11 2.1

18 20 M 13 10.8

19 21 M 14 1.9

20 20 M 2 3.7

21 20 M 6.4

22 19 M 9.4

23 21 M 11 5.8

24 20 M 10 9.5

25 21 M 15 5.8

26 20 M 12 2.1

27 20 M 11 21

28 20 M 5 4.9

29 20 M 6 21

30 21 M 2 1.8

31 20 M 6 2.3

32 21 M 5 1.9

33 19 M 12 4.9

34 20 M 14 5.6

35 21 M 17 4.9

36 24 M 5 4.9

Meanc S.D. 5023 42*1.6

* DMFT: Decayed, missing and filled teeth.



Table 2. IgG concentration in saliva

AC group CFTC group
No DMFT* 1gG conc. No. DMFT IgG conc.
(mg/dl) (mg/dl)

1 12 5.5 1 5 11.0
2 8 <038 2 13 1.5
3 7 5.5 3 1 8.5
4 13 7.0 4 4 8.5
5 9 <0.8 5 4 <0.8
6 13 8.5 6 4 <0.38
7 13 <0.8 7 0 8.5
8 11 4.0 8 0 17.0
9 15 4.0 9 0 9.5

10 16 9.5 10 4 4.0

11 9 6.0 11 12 <08

12 12 <0.8 12 2 <08

13 12 3.0

14 10 <0.8

15 7 8.5

16 23 8.5

17 11 <08

18 13 8.5

19 14 <o0.38

20 2 <0.8

21 5 <0.8

22 6 < 0.8

23 11 <038

24 10 8.5

25 15 11.0

26 12 <08

27 11 <08

28 5 12.5

29 6 11.0

30 2 2.0

31 6 4.5

32 5 <0.8

33 12 <0.8

34 14 8.5

35 17 3.0

36 5 <0.8

Mean €S.D. 7.0+2.9 8.6%+43

* DMFT: Decayed, missing and filled teeth



Table 3. Agglutinin titers to S. mutans (log,) in saliva.
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Fig. 1. Scatter diagram of IgA concentration
and DMFT in AC group.
mg/di{igA}

7
n=12
8 r=—044

0123456739ﬁ1n1213wn
Fig.3. Scatter diagram of IgA concentration
and DMFT in CFTC group.

Table 4. Mean, standard deviation, correlation
coefficient, and P value of IgA con-
centration [mg/dl] to DMFT in both

mg/dl(IgG)

: n=20
1 r=0.08

¢ 2 4 6 8 10 12 14 16 18 20 22 24  OMFT

Fig. 2. Scatter diagram of IgG concentration
m/age ~ and DMFT in AC group.

n=g
14 r=—068

0 1 2 3 4 5 6 7 8 9 10 11 12 13 DMFT

Fig. 4. Scatter diagram of IgG concentration
and DMFT in CFTC group.

Table 5. Mean, standard deviation, correlation
coefficient and P value of IgG con-
centration [mg/dl] to DMFT in both

AC and CFTC groups. A C and CFTC groups.
Group  Mean S.D. r P Group  Mean S.D. r P
AC 5.04 2.28 0.28 NS AC 6.98 2.90 0.09 NS

CFTC 4.17 159 —-044 NS

N.S.: Not significant

mg/dl ¢|3ich, (Table 2)
3) IgM 5%
AopASE, NETE ¥

A 3zko] 7= ¢otr}

Tl 4 E5F plate Al

2. Streptococcus mutans 20| LSt SEE
H7t

2 o}-AZEF(AC) B HZF(CFTC) A 7 &

g SAekAl sl A Aol BAE

CFTC 8.56 431 -—0.68 NS

N.S.: Not significant

govt 7 EFoll4 €AY dol AT 3
o Aoz Jepyith
HAY b,c,df,goll ik 24519 &
3.17, 3.39, 2.86, 3.08, 3.42% vt o
o a7k 3.33, 3.17, 2.83, 3.00, 3.17 ¢]
%v}. (Table 3)

3. DMF R|ol0f e Etil IR
SE9| Hin



DMF zlol9} elol ] IgG ¥ =91 aAAE b

e A ) AobeA % A AR ALt
‘ o fglom, dxzTelAt o 4ABAE Jebueh,
. . ' (Figure 2,4, & Table 5)
s e T 4. IgA ET 9} Streptococcus mutansshel ol
. CHSE SESHA7I2te] A
, el ] IgA 552} S.mutans o] o3} 27
" A 7keke] AAE AT v} Ao} LASF o A
N A R R [gA 555 . mutanse] T SVt 2ol
Fig. 5. Scatter diagram of IgA concentration AaA b oo} 2 Fol 4E el [gA E5
and mean titers of agglutinin in AC 9} S.mutansell ¥ A3 2N FF 2bol] ¢ AbakalA)
agg {log 2 + viebdicl (P<0.05 (Figure 5,6, & Table 6).
6 ?:1261
5 N. &% 3 1ot
’ Zlop9-41 50 ylar7rdel] &3t =)o} W a4k
! o2 E& wolao] shalH o2 Strepto
2 coccus mutans’}b ZF 83k AIFO 2 A 9opit®
1 ) Streptococcus mutans (¢ Iﬁl- S. mutans & o¥gH) =
o 1 2 5 & 5 6 7 8 o 10 mum sucrose 2B dextran®| UF4l EA} glucan &
Fig. 6. Scatter diagram of IgA concentration THALO}D% ° glucan Aopf lol dental plaque 2|
i L AL TobA] Al ERAA AolER 1
and mean titers of agglutinin in CFTC HEAL sl G4, A4F 5L AAsls Row
group. RAHD b el mre o TASL gl
Table 6. Mean, standard deviation, correlation W S.mutans®] ¥ w9 LB T i"‘iﬂ Pl
coefficient and P value of mean titers oAf A Alsbe £ ForA AohgAEe] o
of agglutinin [logs] to IgA concen- i AlESkaL glom MRl g 0 gk go}
tration [mg/dl] in both AC and FAT e ebo] = "ahiell 4 gl teg
CFTC groups. b7 AdE2Eg9 55 2 S.mutansel] o3k &
o|FASE A3l Aol AEe AAE nm
Group  Mean  S.D. r P i gleh Abgell At alo] IgG, IgA, IgM,
IgE, IgD2| ol FH7t st olF  eloy,
AC 318 1.07  0.22 NS B TARE AALNFHelE 22 seoretory
[gA7} &3 o] IgArt wi o] % | 83 A%

7t E1s

o, I:]-E]—*‘}.__ 74 oz °]'E-‘l o]
CFTC 3.10  1.16 0.61 P<0.05 = A ekt
m

AW IgAE A AAS 7s2] monomer (& <kka))

2 A Al IgAs LA 7“”"8}— AF
sl Zoll 4 &5 secretory componentel J-
chain®] Zgrel]l 2|aked A AAI4 11s9] dimer (o]
Al) 2] secretory IgA AFej & Eul sl 18140 o)
3t ElHul secretory IgAt Tz e HFsk =

N.S.: Not significant

1) IgA s=29k2] A4
DMF 2] ob=2} e}l IgA £ 57k AlalalA £

[e]
AT wh AdA 7L dgred 2 P%/%‘%I_ ofl 4]

£ ARBAE uGow garddt o g oo AT AkEE 2ae gaisel a3
LSS AL 1A — [CRatA ) FQ O =5 = 18, 45)
A E eblc} (Figure 1,3, & Table 4), AEEEL SFAA ot
2) 14G 5559 s Williams % Gibbons (1972) % 1= o3} eled vy
[ h 1w

IgA7} streptococcus®] Atz ¥ FTwdabg o



Aske webd el AREAHE
shede.

Brandtzaeg 5 (1968)? % Shklairs-(1969) ™2 et

oA IgA7t AFAEE FAAAL ohlel FFH
45 9% ¥1 34eo, Taubman ¥ Smith(1974)
@ x glola IgAzt T3 AlF Y AlTEARE o
g n)d FALNRE AFore AFEo] dEE K
wakgich webd o ATAEL el IeA %
9} Ho}9AF7e ATHAE BA R 9
c}.

TotoZ(1960) ¥ & el ] WgZT 28l FE
AW AT Fob ARAA dot Foks
A5l “‘“‘éf’l A ofgl ofe] oA IgAFE
7t w&& »udgich

Lehner-o-(1967)“’ < Aok ‘%i‘:°ﬂ‘1 ebe
Ay ddgetd FEE AT v HETel
sakel el IgA FEE  woros AW IeA
BEE 5e ALE2 Hob el IgAst Hoh4
o Adel] Fejslelzta FYstgich ET Prstavik
9 Brandtzaeg(1975)°9 & o]8l4 el IgA -+l
o} DMF 48wl %% & uf DMFAI$7F 59
4% el [gA $E7b 2 o ARRATL 08
< R 13t ar, Lehners (1978) 2" & 4o}l glel A
#3 [gM ¥Ento] DMFx|4=8} & AbakaiA7b )
vha Fashgieh

2 ATl AL AokeASEY el IgA BE
7} 5.04+£2.28mg/dl, HEFNAE= 4.1711.59mg/
di2A oFF7el] zbolE T—P%% 4 gigl.e= (Table
1), IgG ¥5 g4 FEgel Zolg BAY 5 ¢
oich. (Table 5)

el [gMe 1. lmg/dl7h=] &-A o] 7Hadt A%

= RdgAe AEHgEe FTolA BF 54
&+ sk

s DMF|40ol]l w8 sfol) wid224d &5
£ v@ FHAAE HohpAFTTAANgA FE
2 1gG S =9} DMF A7l %e & AaaA &
Uepgon zobgAlFe] gt dETAAE IgA
¥5 9 IgG 559} DMF Al4zel o  Arzkaa
& vehie A 2o ATA 9 ¢
gt ol d 4A-E el it RuxEe 44

Oazlgl.x] %}s»_o__v}_ ola oq;'-r_xl_‘:mu,sou)o 24
Foll A} zko] eped ) IgA %5 ¥ 1gG 5= DMF
Agezre] 4AAA 98¢ nasa Yok

Shklair 5 (1969) * & x|o}-9-41 572 i IgA

FE5} DopgABo) gl Take) ulmol| A o]t

AA b B3

®

n[o > e
olN wo of o

B3ty on Everhart 5 (1969)' & z|o}
3} w22 EgEldy IgA FE7tell alA s}
Bw3lgom Everhart%(1972)' & o}
s epd ] [gA FEZE] AlaAl atel] A
20**] ol A 29478} R|o} Al FF A= G Ak
AL gloy 3040l A 394 Zhell A & AratkakA] 74
&g Hol A wel olrt Y-S HIEHG
o},

= Zengos (19710 g4] o]d}Al el Bl o
A el IgA FEE SAT ub o3k el
IgA Fxrke] zjop-4lF5o] gl Foll4 o o
3HA ebd ] IgA FE& Alol7} glrta mashgic)

etd ] HogF2Yela gl S.mutansel]l o3

Eol3ta o] EAo] ¥y ATxTo ¢Fle] BiE
a gieh
Challacombe (1971, 1974)*” & S.mutans (AHT

3 FA-DHl A% 940 Baag o E
EA% uh AokeAZel GE Tl o ABRA
R EL T
Challacombe 5 (1973)® 2 S. mutans (OMZ 176)
shdoll gk @& 9 el A FAE S
gt uf @A Al 7be Aok4lo] glv Tl A
o AraAAE Vel Riul, 2 oppAlFTdAE
AL Al S Eb e el Rl sbe R]op$4 o
S T4 & AAAE JeR W zote-4 5
Fol AL ARAAS $2E LS
Challacombe % Lehner (1976) ¥ = S. mutans (AH
T, FA-1, Ingbritt, OMZ 176) 3kdo] w3t &
A g el 73R A7 ST v 2ok
Aol gl TAA FAFW 1gG ¥ IgM FAl7)s)
DMF {9} o AtabaitAl-E vebllu efefoll A=
Zlol-Alo] gl FellA IgA 3al 7ol DMF 52k
of & 431L3lz|]7} glom zjobp Al FFofl 4= 2]
7t ges B3kl
7§B]—°|]K‘]w: S.mutans (b,c,d,f,g) ¢ 7
el g SA A S FAHTE o)
T (CFTC) 3 2o}¢A 5T (AC)
7kl Aol E £ 4 ¢l3l2n DMF 2l2be] wlato
AE AsaalA b §9-88 Ak} o= Lehner
5(1978) %" o] Aofo] &zl 49 elodd|4] 33}
LU S R | _9] g S. mutanson S o
zlob4lo] gle T2kl
°7“61~xl7 o] zto]

kA 7

oft

Y

by

2

[N J{)u



Eolgha) 24

2 AT 4+ S.mutansel] 3k
[}

ol

ol ¢lol4] Lehner%(1978)2"2] ® 3ol 42} 3to] F
A SAEEE o] &7 EbdW FRAFAE S5

gom ofol] 4 7]?::5} olz] 7259 Riel4x
RAAY g =& 734 FaE S48

2 AT A& S. mutans°ﬂ |5k el LAl
A7t ebd v IgA BdF 258 S3lertg
22} SAEA N IgA TR ARAAE v
gt} FobgAlo] G Tl A= & AlaiA
sty ot 2 ob Al Fell A= At 7t
+ & 4 glvh (Table 6)

°]%— Everhart5(1978) ' & 7+4 =1 &34l
ojgt =78 EA3%ku] dbshed & = %
Auk-gol 23t FAFANE ZA8A wEoll
S.mutansell o] &k S-o]ghal F okvle} el o] &
A= w]Eo] A4 (agglutinin: Hay 5 1971'%) ol
o3k JFE ATEF gE Aer Eoh o] wE
o} SALE IgA Solghalel el AFE AR
2B} glycoprotein® ™ 2.2 4] E}N o
FA s 1AL sh2Auk TRl A IgA Eﬁ’]f?L
Ao} Al TR As|HE FTulp-at w4
TAgEo T4 ¢S sk Aor dHA 9
o} o 19 ‘43}‘1 ebelu] ulHo] FA47L L AL

SANEA A 5ol gA Ak Al qhe] FoBA
EM‘»H SAFA o S n A F ALE AL
& 2rt

ojapel a4 AokSAZal elolu WA

2
233 3 S mutansel] HE Azl ele AT

ks z'}olL T DHO
G AR o &

AL vehd + e AR R, g AT
ZoheATE R A oA
Ebellf dfg2yel v5 ¥ S &

A ghal 7kek DMF A= zholl& S-ol3t *&ﬂ&ﬂ&al%}
BAY 5 il Ao wop epln) AHITRS

} +

-—

8l % S.mutansell W& SAskAlE 2op¢4F

wro| ZA Redeld 2e Aoz AzAeh

s Aok Aol A3t
W) zela HEF(12%) S
3 gAY BAd EAPLY, At trg A

A$2 335 2AQT e
AEERUL A5 90 Ao
< Qe ol] ofaf 2 A3}
Streptococcus mutansoﬂ 3t SAska A &
microtitration system2 o}&3}¢c},

2 d7edlA Qe AEL g3l 3r)

L —"E—%LE}"“‘H IEA FTEE FohgAEFo]
T oFZE w1 oabE 245k}

2. e [gG & 2o} LA ST 4 ok
Zb gk om Fatetl ] IgM BEE kT4 1.1
mg/dlo] 8ol Avk EA k=] oEokr,

3. S.mutansddell wlgt LA A 2
Holl wigk gkalsle) Aol fgdoud, gF =
A4 9N el et A

4. 2RSS Tl A Ell IgA FE 2 IeGx
S8k DMFR| =7kl AbakabA| 74 dobm | 2Fell 4
© EFNW IgASE 2 IgG 9 DMF x)<7ko)
o AApA LS vebc)

5. Ebdu] IgA% 9} S.mutansitlel] ot <2
@A 7E2ke] WA 2 obg Al FFrol 4 = A3k A 7}
FRL HEFoll Ae Al do 2 23 ¢ Abalal
74]% vebdel  (P<0.05)

. Bl 9228 9%s 9 S mutansel] o
g 021331‘*“7]'9]' DMF 2] 7holl = Solgt Abalal

AZE AT, 2ob$AF ol A Wdsta
kel
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A STUDY OF SALIVARY IMMUNOGLOBULIN AND DENTAL CARIES

Jung Sik Kim, D.D.S., M.S.D.

Department of Dental Science, Graduate School, Yonsei University.

(Directed by Prof. Chung Suck Lee, D.D.S.,Ph.D\)

This study was undertaken to observe the relationship between salivary IgA, IgG, agglutinin
titer & dental caries.

The subjects divided into two groups, an active caries group (AC group) and caries-free and
treated caries group (CFTC group).

The AC group consisted of 36 subjects who had one or more carious lesions and the CFTC
group of 12 subjects who had no evidence of caries or had filled teeth without present carious
teeth for the last six months.

The IgA, IgG and IgM levels in their saliva were measured by single radial immunodiffusion

method using a disposable low-level immunodiffusion plate.

The salivary agglutinin titers to Streptococcus mutans were measured by microtitration

system.
The results were as follow;

1. The mean value of IgA concentration in saliva of AC group was slightly higher than that of
CFTC group, but its difference was slight.

2. The mean value of IgG concentration in saliva of AC group was slightly lower than that
of CFTC group. The IgM concentration in saliva of both groups was neither below 1.1 mg/dl
nor detected on LC partigen immunodiffusion plate.

3. There was no difference in the agglutinin titer to S. mutans antigen by serotypes, but low
level agglutinin to type d was measured in both groups.

4. AC group showed low correlation between IgA, IgG & DMFT, but CFTC group revealed
negative correlation,

5. The relationship between salivary IgA & agglutinin titers to S. mutans was low correlation

in AC group, but CFTC group showed significant positive correlation. (P<0.05)

6. There were no specific correlations among the concentrations of salivary immunoglobulins,
agglutinin titers to S. mutans, and the DMF teeth. They had no close concern to induce

the dental caries.





