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1. M

E
ANezd Wyge Az 2dde e
¢34 FHedP® 98 SVLEYH
zHog oy FAEL ALAHA FIL
WAE SUAZITHT B s o] g,

F7AY e} E2A 3 Aol AFE X2 Hie
Ao 228 98L FL BAFE B2 ATEC]
9lth. Miller®: gEAsz AWM AT EA
£ Q=543, SundqistE®e 7AW SAAE
3 ag A QAEFe AL FRAATL
9le& Bmatgch Kakehashi $0& FZHA %
dubg Mg X5g APHoZ x=EAHAEW,
vk Ao e X2eSolFold FFE Fuehe
HeHAb7t fEERd g FYAdAE ol
B AL A BEHA F¢ BIFHUTh

®, Alete] Y@ A= Sundqvist 5%
& ATY HWAE Fuse TR A ZFAM
AL BEsYI, volrtal 2 90%0) el 714
Aot rastAch. #7148 AEF Black-
pigmented Bacteroides?t 5 8% H €& e A2
gl A Qa2 o]Fo M A2# FHAllE Bin-

F4g
Qe

A

P

_r}_

termedius, B.loeschii, B.endodontaliss©) A% 1t
U= Aoz 214 1o}, Baumgartner?$-& dot -
ELISA & ©|4-3}9 B.intermedius, B.gingivalis, B.
endodontalis7t TG WA F28 AAEELE
A A 3.

8 AFoA §H8 B2 ohrigz AA
g8 A2 AA"E BAE ATd A%E oF
Aae Aoz deAJTES, o US|
Aoy 2AYdgA Jdud 7des &AL &
wala AE APAAE st W g AT
glojgtid, od7idle HEolg dF e 5ol
A Egurge] 2% gojdicin gEA fomt
W 3 ddulge gL AVHF A7t A
Pslo] N4 L Ao HadA AR, B
2229 A%, 24, 282 yoZzEde
A7t oy Wgel g8 FAFFTpE e,
olg ¥ MY ATET AYT2EA) EAE AT
W Haggagdr FaRes AEAY E9d TE
(Cellular immune reaction)® o Hle
(Humoral immune reaction)®] doldthe A&
AAREETR.

Aqog oy ¥Ee A% s 4FEH
ge 5o FANATE FAE & e o F
2R02 A9 FHo) dojuzm AL &vlEH
_‘7‘,:_‘;]_34.36.41.45.47.48). Stern%"“’)% 7-‘]'5."\;1' __gi_o}%;q_ ‘6"
Fojx AAZZEY FFALE IS 74907}
IgGEaA T Rustgen, Kuntz5®% 94
AT HiaoA HYF2EY FRHAET IgG¥
A X 7S Beria Bt en, Pulvers®
& PAgF Y o83 AILE SolFeA
EGEFAE 70%, AZS BFEAA IgG, IgM
FeAEst 27 45%4 AATHIL noagch

Toller & Holborow?E FJFARHAYE o]§

)
=

% o] A7 E 1991d% Agustag g 94dTH Adel Ag 2Ad
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o] 229 FF5EA [gATRHES 4TS
2F3G9 D 1gG, [gMITHAET FFHAG 830
o, A F¢EAS A9AVIg9E e 239 4w
2EAe] HYAFEo] EHNMY FERT §A4 3
S 23ty Kuntz?®, Naidorf®, Jones
& Lally 572 A7 Folg Wiez X3d ¢
THLY ez B IgG, IgA, gMe] £A4F
skt

BE A g AUY o] B AT
F89 2B TFE FUs 1 ZFo B

BA A7 FEAEE FAF B} QlomHed,
Ketteringe®’ % ¥®2 F4 (3¢ % 349
AW #713 Adol d IgG, [gMFFe] 5

ok

%ol gl A5 HE T4 eSS Bas)
4. Keudell$# 3} Powell2 L X4+ 3 A2¢h
WAE 71 BRAEAA ol WAERE BEHe
B Mol oist 5 FAEe] dYol g4
HAo Y I YriXes AA 84 A S99 o
284 TEEHASE BasH.

o8 AFVME 93ty HAXNTE Hag 9
AF2EAY EAo FHdhs g A7 A
o] gFel HAo, FHAAM fFeld L

d#Hel s A g AdFzEds vg
A% 5404, 282 dAFA g A i
A FAFT Hime] B3 AT BXch
ol AAE AFFgez FuE Ao P2
Aol A BA FAFE] Ae ofRe AU G
4, FEEUY 43 ¢4 $2& vasn
AT dsk dASFESE SFY] g8t A
& WA A AF RWE S Bintermedius, Bgi-
ngivalis 12| 3L o} L2 A|o] 7 BAE = Ssa-
nguissE TYOE B3R ¥HH FH,

Hodu o

Table 1. Clinical features of experimenta! Groups

BEHN M 1gM, 1gG 9 4F2 ELISA(Enz-
yme - Linked ¥mrmunosorbent Assay)Z &%8|aL
Sto] thaie] AFE A7l ol 1 Asg B

Rahe wloloh,
. AEAE U Wy
Ach Abgkxy

AT L E2E 19909 11€95E 19919 69 Afo)
o Muithdd BEdtd fed 8T Ao
FEoz A9 84 58S dYsigt. o5 #
Ae WA ARl A A FEd R34S
Hole Warr BFHAL FA] K54 A
3 H7 ApAAR] FAAE Ve en ol
TLE et AUk 3ol XobE Ao

ooy
=)
A

pony

HExToze 7T N A F
2 Y 345 Mobg-Holy AFAH, 2
Bart BEEA g 84 59& d9sgo.

e g #AHEE 2041914 494 Aol A g
ez HAEEe] gl ol LT YAAE
BE&8 Zdol gle Aol

£
s

Mt ek (B Fa)

B 2Y M EEFFS) Bacteroides gingivalis
381, Bacteroides intermedius G8 -9k - 3, 18] 3L St
replococcus sanguis MPC1E AM-23FHch ol& &
T8 714 4#(80% Na,+10% CO.+10% H,)
o] 4 Brain Heart Infusion ¥ Todd - Hewitt

No. Age/Sex | location P s:)ym ptorr}x\; D size(radiographic)
1 25/M 21] - + + 10.0X14. 0(mm)
2 34/M 3] + -+ + 12.0X11.0
3 49/M 11 - + o+ - 8.0X12.0
4 20/M 111 3. + + + -+ + 22.0X12.0
5 38/F 21} - + + 20.0X13.0

P :Pain, S:Swelling, M : Mobility, D : Discoloration



Brothol] 48417 71-¢-th8 94 £2}(7000 rpm) Al A
phosphate - buffered saline(pH 7.2, 0.1M phos-
phate, PBS)S.2 35 MATF 4TAN B3R
7t ez AMEIE T

A ER(LREADE

1. BA ¥R F&

AYF Ao FEARAN ¥F A&,
281 YEFe R0 StAR AR
A AR TxYAL AR AR (2500
pm)AA g Aag Bestd AEA7A -70
€ YEA BaAsRAh

2. AW BEA3 23 FF F&

gade x2w 3E A& FAVR FU
st ALEAZLA] - 70T YEA BEHAS. A
o gEe g gz A3 B9 AR LA
ANz NFzAe 23 RTLE AMEY)
918te] A& HEsle] FAE AL scalpelZ =
Zto @ e sucrose solution 1mlE A7 &
glo] Al Glass homogenizerZ ¥3% ¥ UL
(11,500rpm, 4C)3td de 2F4E -70C ¥F
Aol AgA7EA] R#sA T

Modified enzyme - linked immunosorbent as-

say

ELISA technique2 Engval®%el 23t A&
AE® Fo] Voller®Eol 23t} microplatec] Ak
£5E Byol ndFgen FA-FA TS
248 Wy T 7P Q8 AR EHI JQopEO.
(28 1

2 AYdrEe ¢34 Flat bottom polystyrene
microtiter plates(Dynatech  1-23.29: Dynatech
Lab, Inc, Alexandria, Va)& AM&-3t5ich. 94¥
gale] 9& P92 0.02% NaNs7k E0131E 0.1IM
Na,CO; Buffer(pH 9.6) &jo2 343t 580
nme B3&4712 A4 AAF=Y 0.D 0.32
gty ol& RAAAY. FdRAE A% mic-
rotiter plate wells o} 100p¢] F4E& ¥EF CO;
incubaterdl A 37CE FAIZF B3AI ohE ¥
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Attachment of
bacterlal antigens

Block with BSA

i (2 h X.AP (overnight) i
to well {2 hrs.} 2 —4 T e T
L ® WASH [ J o
— 3 Tl e—— —_

WasH | Q@ car L] 3X E L
! P | 1 |

x| . 0 . @ o e @

Antl-human Ig-
Alkaline Phosphstase
Secondaery Abs.

{1, 1.5 hra}
- ey OD read at 405 nm
{Spectrophotomaeter)

Primary Abs.
(samplas)
(2hrs.)

COLOR

Substrate Addltion

Fig. 1 Diagram of the ELISA procedure.

coating buffer&<jo] 5& 2%(wt/vol) bovine se-
rum albumin 150p1& 718t 4 WAL A
N7pA B@3H .

Ag A plates®] 2 well€ washing buffer
(PBS+Tween 20)§-9 2.2 33] Mo\ dF Antibody
dilution buffer(PBS-0.05% Tween 20+0.5%
BSA+0.02% NaN)&jez AFFE2 3|4€
B} gRA s}l G2, FARAF 4L FF
8 Azdg 747 5018 7 wellol ¥ 3 CO; incu-
batorol Al 241+ B¢ B3} drAFAG. ¥
plate®] 7 well& A 1] L conjugate dilution buffer
(PBS - 0.05% Tween 20+ 0.5% BSA+0.02% NaN
o Soioz A% 514 F Alkaline phosphatase -
conjugated goat anti - human immunoglobulin(Si-
gma chemical Co.) IgG 2 IgM & 7} well&] 50ul4
Wolx 37Ce] CO; incubatorsl A 1A1ZF B 1412
uk2 231A171% thA] washing buffer §-% 22 33|
A Z33 Substrate buffer Sl &3 A2 p - nit-
rophenylphosphate(type 104 : Sigma Chemical Co.)
2 10008 well&el ¥olM 37T incubatorolA]
IgGE 20%, IgM& 308& vhgAI71F 405nm ab-
sorbance ELISA Reader Colorimeter(Titertek Mul-
tiskan® Plus MK 1II : Flow lab. AG, Switzerland) £
plate welle] 334 FEFAAZ BEE o
optical density® &3 3Tt

=

ELISA Reader Colorimeterell &3t $3 € op-
tical density® ELISA unit(Eu) 2 84 F(X 2,



Table 2. Serum and Cyst fluid Immunoglobulin levels(Eu*)

Microorganisms S.sanguis B.intermedius B.gingivalis
Groups Ig** IgG IgM 1gG IgM IgG IgM
Serum

Control Group
Patient No. 1 592 215 620 138 1604 219
2 306 383 293 286 719 340
3 428 302 185 239 335 454
4 426 155 95 179 844 218
5 241 397 815 615 1468 354
Experimental
Group Pt.No. 1 1160 289 319 433 1101 355
2 827 219 358 217 1058 164
3 637 242 301 298 1464 551
4 737 350 1137 556 564 605
5 244 431 721 167 3741 180
Cyst fluid 1 1203 246 1515 461 3381 579
2 483 138 1139 504 5980 2473
3 459 338 2475 1243 5836 3497
4 634 262 2199 561 3637 817
5 772 501 3431 1697 6574 2639

* ELISA Unit
* * Immunoglobulin

Table 3. Tissue Immunoglobulin levels(Eu*)

Microorganisms S.sanguis B.intermedius B gingivalis
Groups Ig** IgG IeM IgG IgM IeG IgM
Control Group
Patient No. 1 104 172 776 84 197 212

2 355 136 256 196 461 537
3 186 144 562 257 701 94
4 8 265 385 106 609 188
5 279 341 625 407 573 168
Experimental
Group Pt.No. 1 282 316 784 1338 1449 586
2 391 566 1692 353 4148 558
3 275 73 830 574 1964 365
4 449 8 1531 433 1479 1022
5 1510 401 2739 2093 2405 566

* ELISA Unit
* * Immunoglobulin
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3) B2 B WA A iz ¥ d
zaxe] 237 A4 dzxT 2JW FA97
¥]2E Mann - Whitney?] U test&, 3% 849
g3 FE24y g4 971 vl EE Wilcoxon®] ma-
tched pairs ranks test& &3t $A3 fA44<
yrisigoen, & #3339 ¥Ie ANOVAR 3
7ystgich.

1. g3 1gGe| &

7} FZo) U3 8H g6 FEL 2D BF
sz AP RFEIL F 8 2olr} I
Hp>0.05) (F 2, ZL¥ 2). APFFLY ¥
ol A& Bgingivalis) 8l 7v¢ & FAFES
Jeth A EAEH Fe4e d}dcp>0.
05) (¥ 2, 29 6).

2. €3 IgMe| =&

2z gFo g ¥H IgMe FES ST 9
2373 FFJREE F4E Bg Ao|vt
AATHp>0.05) (¥ 2, 28 3). AAEFL4
HEAME M FF B A FAE £ES
VehAItH(E 2, 29 7.

3. =AY IgGe} +FE

N2 3E BATAAN FF A=Y
IgGel $3& Bgingivalis® B.intermedius©l o 3
Ry zTe] AFzFJdsnct v (p<o.
05), Ssanguisel W3tde It ¥ B¥FHE Y
ERRQTHE 3, 18 4). AFEFL HlAAN =
Bgingivalisel W3 fol8tA ¥& ZAFES Y
B2l (p<0.05) (E 3, 29 8).

Eu ( thousands )

7

5

4

w

nN

-

B. intermedius B.gingivalis

= = Cyst fluid

S.sanguis

—— Normalserum  wemee Cyst pt. seIUM

Fig. 2 Comparison of serum and cyst fluid 1gG ti-
ters
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4. ZF IgMe] £E

NTY FE FADAN EF9 ZAz=HY
IgM9] 438 Bgingivalis$t B.intermedius®l o3}
AR zFY AFZFHANED EHeH(p<O.
05), S.sanguis®l h3tE 2ol & Vehl A ¥t
(p>0.05) (& 3, 2 5). AFTF ] ulad
M Bintermedius®) 98 713 £& A £EE
Ve A e EA4822 s 3L A1tH(p>0.05)
(% 3, 29 9).

5. IEYY IgGel ==

A2 FF FATANA FAUN g6 FEL
B.gingivalis$} B.intermedius®l W3 @30 FE8
o E%2H(p<0.05), Ssanguis) A3t F9
& w3k Zolg JERA ktH(p>0.05) (F 2,
a9 2). & FF3Y vlaAME Bgingivalisol
e A =& FAFEE JEIRZ FATH
o2 {98 & YA p<0.01) (X 2,
13 6).

6. LEULY IgMe] =&

G FF (TN GFAU IgMY FES
B.gingivalis®t B.intermedius®] W3] AW FE2
3oy (p<0.05), Ssanguisol Wdtde &
AF wd xolE JeEhA R%TH(p>0.05) (&
0, 18 3). Z} FF 7o) v LA A& Bgingivalisl
B3 A 2L FASLES YeEideov A
o) §948 BolAy a&drhp>0.05) (E 2,
adg n.

Eu ( thousands )

5

L3

3

Ao l ..............
L1 I [ 1 I 1
S. sanguis B. intermedius B. gingivalis
—- Normal seum  wm Cystpt. seum  — - Cystfluid

Fig. 3 Comparison of serum and cyst fluid 1gM ti-
ters



Eu(lhoussnds)

N

<. sanguis B. intermedius B. gingivalis

-— Normal —-— Cyst

Fig. 4 Comparison of Tissue IgG titers

Eu(Thousands)

6

ol

o

a

2

1 amm
o W

Cyst Pt serum Cyst fluid
8. sangiue B. Intermoaiis (] B. gingivatis

Fig. 6 Comparison of Serum and Cyst fluid IgG
titers among the microorganisms

JAWY-)

EZ3 8 sangius

Fig. 8 Comparison of Tissue 1gG titers among the
microorganisms
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2,000
1800} - - - o
1,000] « + @ v m e e e
500} - - - 1 .............. I - [ R
0
S.sanguis B.intermedius B. gingivalis

~—— Normal — Cyst

Fig. 5 Comparison of Tissue IgM titers
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1000 -
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Fig. 7 Comparison of Serum and Cyst fluid IgM
titers among the microorganisms
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Fig. 9 Comparison of Tissue IgM titers among the
Microorganisms
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FolEd XEEFY W4 A2 ¥
ZAE42BU EA5e FYo] 2T S 3
ZAq RN YA R ¢
rptEs, geoge A, AEe 54y
Zo WY AF2IEDoE AFHR
o1} ot e I AL(&R) o] F§3 wIAAE
¥3 glon, o] dYo] HANEE Yo A A2
z23e JFsle Aoz guid Jgghew,

Houkge F71A] ez FREed T3
¢} lymphokine©] #4943l A XA A -E-(Cellu-
lar immunity)® 5% HIS2EY FA4d &
Agle DA AGu-E(Humoral immunity) ©] o
® HIFZEUL P94 vAEE FINA £
g BEde 48 FPsAT, o2 AT A
Az e Brrysay. (g Bae E
A, A& D oo FrA e Wil
2% #dies Aoz BT,

S Ao HAH Moo A FAE
KakehashiS®d| o8] 215X, Sundqvist™ <}t
Dahlen5V9] A7 & 4F=HAh =S T
ZgdE o8 ATEC] FFFoz FAI}AT
olF TN YA AFo] M shm 00 53
Black - pigmented Bacteroides] J&o] F83 3
o2 gelAd Yo, Haapasalos¥< 4] 8l
£ X ote] 50%°131 A Bacteroides7t &AL 1
% Bintermedius?} 7V4 AT JEbUS Bgingiva-
lis, Bendodontalis7} 7} &38A Eddda 8
ATk F, Winkelhoff 5% AT Wa7t e
280 2RH Bintermedius® LR 53
2d FE9 AL Bendodontalis7t A5 £
2@} 39 Bgingivaliss ATl 2AEF
o] dE A% F2 Jepdoia Bud gt

£ A\ BintermediusS: Bgingivalisel o)
& AU IgG, IgM FEo] B griEg
EA Jehged, YEy Az AU R ae
Atge] AFxAd HE A JEET. olEZH
Black - pigmented Bacteroides?t X&T Aot 2
A FdEHS dSE & F o

5 dF 7N e Bintermedius BV Bgingivalis
o th & FF AU IgG, IgMTFE, BT Z2AZHN

=
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IgGTEol A Jebed, 48R 970l
20 Aol Al 49 Alel L AFH e 2 AFAT] gle
BAES Yo e Yo 2E Black - pigmented
Bacteroides7t B A #AQ0 v #Adle Ao
AL = ok, BAZ Bgingivalist ©HE Black -
pigmented Bacteroides 2o+ %<& F/9 712&
28385 A (Complement) 9} A 2288 9
A FYol gl Aog BRAHUP. Xohs
Al F2 AT Ssanguis' ' didtde
o THEl 2ot Qe A2 RO} Ssanguis’t
i S5 XSG HAdA A BHHIA &
£thE Loesche® 2] Bito) A-g-&3itt.

Ag R ANIE Ao gt FATY E
Ae 9z dAFdA oln FAHPH M0,
o]E9 EAle A5 2 XY HAdA FaE
Hukgo] dojdre AMIE 9v]EH, o8 F
7o g4 2 1A 9 EAB0s0 AR BFE A FTt.

Honjos®< AR JHGYE o] &3l X5
HgAEe 2AE U & o dTdA
GEAFHl 1gGet oFzte] IgG, IgMERHEE
#Z5 YL, Kuntz5®, Jones®s”, 18 B& &
FFELE®] TG Wi EA%e HYER
BdF g6/ /M BeE BRIyt

¥ Pulver$e X229 FEoAM &4 922
BAUZE IgG, IgA7t &4 45%°]13 IgM, IgE7F & 5
%S EXE BQATA sged, NS FobFd
Me 1gG7t 70%E A8 o] GEHAE B9
F2E2P9 BXd loiM Aelrt glrka gt
Toller$2% A 3FNA [gATFAEZ 718 &
t}3 3o}, Matthews& X482 A IgG
7} IgART} 58] Bx Bo] #FES Bugen
new AFHA WA AT Wi dFdA Sof
#, 35 25N GEFAEI JHE BTz
HIastgrh, 9we 2 SolEda X2d @
zRv A922Ed 6ot TRAES ey
SolFAAE 1gG2b7t, FEFIAME 1gG2a7t ot
I B¥d glojME AolE HATREL 3}ATH
el AFolA dot-
ELISAS o83 Ao ¥4 F&F jFd 35
dolx & FPA F2 EHE A A
IgGY] ¥reAol EATE AAFAL, TFFAE
E-8] Bintermedius, B.endodontalis, B.gingivalis©l

=2)
S

Baumgartner

&
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w2 w3 (B.int>Bendo.>Bgin)<
Ras oF AR YL =
AR et
Torabinejad 5?2  modified -
X "éiﬂbﬂ SHEEA

I Kettering,
ELISAE °] &3}

o:]_:L—: i )

Aol disl 37HAle] S 28, & 1gG, 1gM,
IgA7} 25 EAIT IgG, IgA, [gMTo2 9
7}'7}' ":J-E a E-J—-S}‘oa t’}'

2 AGANE AT 95 AZRT W e

S ol &3kA] G B, ¢4 2Edte A
FAU A A 37FA] Tl el IgG, IgMel FE&
223 A3} Bgingivalis$t B.intermedius©l T3
e ARdET AFAYY &4 594 e

Aol & YRR, Ssanguisol 3t g
23k AfolE HolA] grol 7+ WlAoA] 2 B
He T i3 FAFED FeohE Falklers®
9] ELISAY 79} #AMS 298 Bych &, 949
Ao Gutdoz dA@Eo] gl A g
a8 wreshe A FrFoR FAPADGD F
% & ok & TF9 IgGol ¥ &2 Baum-
gartner” 2] dot - ELISAH ¢} 20| & Mo Bgingi-
valisol A3 G5 #A Jel=dl, °l% Baumgar-
tner?] AFoAE 24 &xbel WAA (+)dot-
ELISAE Hole 749 MEEES XA Zolx

B dyedAe 2 88 FFaA vasisiy]

sz
Foz A9 FEEAZAWY FHS Fe
7% A we RM gepped, o
o 242 FU9"E AT =9 559 o)

gApobet ol st EF g gF e AV1E &
FAZ Uro] 848 A= AL Aew A}
gEe] BEdY d9ErEd F£8
#F Az A= To ller93r Holborow”’f
1 dAgEREdY -
g FEET %X‘l =Sk 59 IgA°3|
' Busgio.
TG gl 2ol
I1gM : M.W.>900, 000) ©
Wiz gistrle ojgerr de
2Ed A7 S4ET] Hogs d99E8s
G5 AR A wFY S -
5}

359 9For o]Fdte AHolgt Bty

i

i
Me o
e
.![m

1;1
2 i}
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th Pulver$¥& W& Huld IgG, IgMe] B9 S
2ED THAZES Bol EATE RYHE 3F
A HgS2EHC] FaF o2 FEE Roj2tn
o= N

E A e IgAs] 58 73R gt
WS Yo 1gGo IgMe] BHFELS F4F 84
o] ¥ HHdrFEol ‘5]5}1 A3 Eporz
FEAY] HAFeEde ¥4 & 4o o
I, Ao [ 7;i°13} Pulver&*’# Tol-
lers®?&] Hilo] 4-&3t4n). A2 FF 8x}9
8H, Y 2y dF ZZMM A FEE
Aol Aoz A & Aed, ¥H
I GF e Rug Ygsiy ""éf?}%i.‘lllii &
Falsvt bedtd oy 23 L 2R g Lo
& o ol R E 23 %o BEIE 5t 99
EAZ sstedol Yeome FQYRT 229
IR N4 Sl 5 el =N

i

3 Powelld Keudell®& ] 2 xog A
o] iz Aol A o]Ee] ZHOZHE RiEFe

F714d Mdel ek IgG 2 IgM°] Ul et
wovh, A dxTEH Fo¥%0E Aol i
H318+¥ 21, Torabinejad 5" % Kettering 2
S W Ao HAe B dHIH F£50)
AT {3 Aoy glon wdHLE
BE eEo] qlojx 83 A2 2EEY 5E
FEE A A HAE FEde .ﬁ*i
2% 9 glvkar 3ol Barnes$} Langeland 5
= GA S ol dig A FAFF] AA
#Asg g1 Aol A 471
Ao 2E AR Folgld Holgn 3k
o}

Wi o] Kettering®?& = ot& A4 34
At 22l A4 immune complexes, IgG,
IgM%-¢ AW &0l FFo| gle FAE v
AA w58 BYen, 9% 34 5% At A
IgG, IgM2] AW o] AN U FFRT 52 &
Ba3skglot.,

£ g M 37 T3l dist 84 [gGE IgM 9]
FEol Yz 8 Ft & Y-S 4
BRlSlE B 4 £ {204 e Aolg HolX|

g o} Tovabinejad} Kettering$22 2] Q1 9} #-A13
Z3E dch
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h! Or O O
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ol ATl gt Nod FFAA F4F
o2 Aol Y Agutgol Ao A ¥4
Hn AAFezE A7 veEY AA 8% o
sbell 2A BFFHA] G2 ¢ F AN g2
oG §olEH FEUY FASES vAFAY
Bape] SHYA JF 2AF TFF FLE R
ANE Ads) ghog AL Haste A=
JrlE AFE 9¢ & U Aoz AgEH.
- -

WA A2F FEBANA Bgingivalis, B.inter-
medius, 183 S.sanguisol T B B FFu <]
Y2 97}S ELISAZ H¥l& #EFsd o7 &2
&L 4
1. A2¢ 33 AN 4 AQEF

¥4 IgG, IgM FF& A dzzH FA4

de ol& JeEA Tt
2. ATY B¥F BATNA BgingivalisSt B.inter-
medius®l N IgG, [gMe] &L EH MR

o dEYeA e Aoz Ve (p<0.

05), S.sanguis®l H3tde §oE T Zol7t

it
3. 29 ¢ ATAAM FEZAWY IgG,

IgM®] BgingivalisSt B.intermedius®) W&

Zze AR g2TEY} %21 (p<0.05), Ssa-

nguisdl MBAE g6 FET AT & 7

¢ Vel
4. ATDIE BT FEY W9 IgG, IgM9

$2e A% FFF Bgingivalisdl W3t 7+
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Abstract

A STUDY ON SYSTEMIC AND LOCAL PRODUCTION OF IMMUNOGLOBULINS
IN HUMAN PERIAPICAL CYSTS

Kye-Yang Park, D.D.S., Sung-Sam Lim, D.D.S., M.S.D., Ph.D.
Department of Conservative Dentistry, College of Dentistry, Seoul National Universily

The purpose of this study was to evaluate the systemic and local production of immunoglobulins
and their levels in patients with periapical cysts using Enzyme - Linked Immunosorbent Assay. Strepto-
coccus sanguis, Bacteroides gingivalis, and Bacteroides intermedius were grown for use as antigen and
they were harvested by centrifugation. The patients were divided into two groups : patients of periapical
cysts and normal control. 5 patients of each group were selected and their blood were obtained
via intravenous puncture prior to surgical operation. Sera were prepared by centrifugation of each
blood samples. Cyst fluid were aspirated from cystic cavity and cyst wall were excised at operation.
Control tissue were also excised at extraction site of impacted wisdom teeth from normal control.
Each tissue was prepared by homogenization and centrifugation. Then antibodies of each sample
were measured by modified ELISA.

The following results were obtained :

1. Serum IgG and IgM levels were not significantly different between patients with periapical cyst
and normal control.

2. IgG and IgM levels of cyst fluid to Bacteroides gingivalis and Bacteroides intermedius were significan-
tly higher than those of serum of patients with periapical cyst, but there was no significant difference
to Streptococcus sanguis.

3. IgG and IgM levels of cyst wall to Bacteroides gingivalis and Bacteroides intermedius were significan-
tly higher than those of control tissue, but there was no significant difference to Streptococcus
sanguis.

4. IgG and IgM levels in cyst fluid and IgG levels in cyst wall were highest to Bacteroides gingivalis,
and IgM levels in cyst wall were highest to Bacteroides intermedius.

Key Words : ELISA, IgG, IgM, cyst fluid, cyst wall



