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Gl9) olih. SiLt BEMol AEshs
Blol ol 8ol wel 724 747
152 4 9T Baol Wet S5 0|y

ol ZHE 21 Be) Bo SN

chul A st -z

S0 SAHsy} Qi 8 & SXECh AokEw
HHEE AT AARE DA CRE M) 9
Fgolct, AEi7} AolX 71E & F2S v A
o AR AFB0] FZ 2 BB XolRAST

AFEFee] glelol =7 wiFolch 46 REY
gram& 1~2 X 10" dlFo] Ex)
BHIL 3007EX] olate] Tiekst ME  (bacterial
species) O F o]Fo|A] Qlrt. ] My 2
g, dE 80 249, SHIESE 11 ¥oldo] B
sitt olepdol MAEe] EF4MFo] AHEE
NE BF MFE0lY (bacterial specificity) ©] Q)
I gict olofl disl XloteAlBolt B8] XFE
9] AL ol Migro]l AQITIA XX |olE
Ei7F U5 BEE MTaREe F2E 7K el
B oAX gl 2T dTES A =kad 7t
WAl BEE SEEEr gle 3 uiEuRE odF
BF M8 Ee F29 F&8 (homeostasis) € OlF
™, el M 7t 57] Wi ol 11 23 vl
S0l YR ol FHEE0] FUEE Aol
ol AL, XEluWl BF Ald £o] Zol #EEe] dr}
GBSk QT

Aotesze
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mutans streptococci (O]F12Q] Stre-
ptococcus mutans@t 71 FAL Al £ X)), A0
& XFYES Porphyromonas gingivalis (0]F 2]
Bacteroides gingivalis) 7} 7V 5Q¢r HQIHOF,
X0l A olF Md<=rt S718 uf ghdgict, Al
o ZEHe] 2101o] &= Wl (pathogen) &
¢4 (pathogenicity) & 271 wiFolch o] HAN
2 I Helsto] ZH= YWelAL (virulence factor) & &
Tol wzl 28%ct. &, o] YelAEoe] Ha#o
Slodg &5 (host) WollA] SES S48 6}
12HE OB EMN HEE Q¢ HEg niEst
EEE BV 2YEE s }
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ol Folgt &S vR= 2SS St} B 2ol
= RENEH 3 B2SI mutans streptococci®t P
gingivalis7} 61 HQIAIE Zt1 1om, o] HWelx}
o] ojEA FZRAF BOSIEA B AAF B
Tk

x)
=

I. 72z ojde

1. BE3Y (acquired pellicle) I} Z|ERSE4A]
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o

- T

Il
7“0]1“/} ‘:’**O} Zhsdliok MlTto
g £ Ut BlS0]

2E JHOE Mol QAT A Birst 4
Agh, AAst BEE M Ao £&)
Siof gict. o] Bol& db
&l (adhesin) ©
Olof] th&ole £& FHEZLS 87| (receptor)
I3 = g A% =8

717y EMBICL o] 8715 XolEHd HyE 3

=1

ATREBE JloIN 718 EasiT
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oA 2 Mo oao ©
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i
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W
A

ﬁ% Im % FARE, a-amylase,
prohne—rlch protein (PRP), statherin, mucin type
Ol YrhilZl cystatin, histatin, lactoferrin, immu-
noglobulin A (IgA) & F & ElLE0] MBIFOZ
Hrd 3ol E3lgo) o] Foi7 Aot EEX
o] olg THYEE] FRAFY BRANS HElE
S2 ZFESHL Tt o) 5T FZA ol
25171 AlBYelHA Z7)X|EN (early plaque) 7} &
ot Z7IAEHE sl
-7t (streptococel) 0] W20t} I HAAME
T2l WEIL QW Streptococcus sanguis X
S. gordonii7t EEu|dto] EA%E a-amylasel} PRP
of BASIOE RotEHol LER s AR Aol
Bt I & Uehtes AHSEE Actinomyces?}
AT} Actinomycess= EE1ute] PRPL} statherin
I} BrEste] XjotiHa BARE 4= Qlrt. XotEH
oA AFY Ut BF7)Y S7i6keE AoA T
ZAFo] BIER] EEae FEH8 8T viEe &

oi i P‘ 1=

A Adze d

\_\_\_.

é,é

= ot olm] E=utlo)] RAG Aol v
ol gt 2xE4 (coaggregation) O]t E S wo]]
ol] EASHL Ues ATe ZFHol 2ole EF

EIUH B3 GIS3HElE BAlo] 7issht. EEa)
oA ANelZ HslEe JEHS e Wik
streptococc&} Actinomyces7} FEEQl X71X|EE
XotEHE 7MFo] Mgt ERE 4X]70]H g4
Frh 12AI7JO¥ ALFEAL X[ERUS] M) =7 2
A &7V AlEBHEA Tiaksh ddEso) widd
oL a7l wEEE o _
Capnocytophaga, Haemophilus, Prevotella, Prop-
ionibacterium, Veillonella & 2)5a1ut9] EIHA
23 A USECEN xjotxHo FuEtg £=F

&9 Actinomyces,

fuil} T A
U2, HERR AT S8 98] Xotx
Holl E8isic), o] W VERE ATE & E§)
Fusobacterium nucleatums BolE 177 X &

(genus)oll £3H= B ATF 53 SUTOZH
s oA £Q3% 998 2ysich. X717
Ei7F EEE T REl ) HEEE B0 dEiE o
E UEhlE d42 Al 4a4aBlo Srioim,
olofjwlz} Xl €714 Gram S4 0] 718 &
Ch AEZHOR Tk el E ATEIX] &2 JeE
3771 Mg wxg 29 zElulds AN
(filamentous) & Gram S48 "&AU'Y} 87 018

AlTtol SAIE Sk X2¢e) S47t A|ZHETh &
ses 7\‘]%%%3% EREOE XEf AT EY
Ha}, J2]10 9 FEET] AR X298 XEfS]

Ao 7‘]D’r HIE RS} o] @ XY
At BEY HEleE XFX _,oﬂ A 7V5) IEES u]

2. Mutans streptococci®} X]O}RAIS

Mutans streptococcie A S, mutans®] 871A
839 (a~h) E£F |88, & Streptococcus crice-
tus, S. rattus, S. ferus, S. macacae, S. mutans,
S. sobrinus, S. downei® X Eh= ZolT} AlEd
Al £Q23% mutans streptococcis S, mutans$} S.
sobrinus©]tt., Mutans streptococcis= £A10] X3
Zoll A= RlotollA Bol wEE oL, 21X]0F Hol
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AT 24101 SAFEolA} v} Bo] eAgTh. gt
HOF mutans streptococcix= QHAT 71 XIENE
HIE Sole & wimA &Erl S mutanss
EExuhl] PRPSF 300~350 kDa 2719 mucin}
HE3to} R|opFHel BAN o= Qir). S, sobrinus
= S, mutansoll B3 EMNEETS Aol =
QICE. 44=9] mutans streptococciZt XJOFEH] B
SHALE HE8k 2ol 2ol sucrose (YR 8l
AED 7 £EAEFE 0lE mutans streptococcis Bl

ESt 7171 g B3l Alotol] FEsli XotRAlES
oich FZAATE f4AEE =8 e g
SldFH oL Zho] thed] EEIE QR Mo
& Q= Bol thEr B& (FE) 88 e
Zo] ozt BEH et Biksd s
SlC}. Mutans streptococcis HIE 0] HE

FarsEol At

A7 A 7HE 5838 dEE Sk mutans
streptococci BQIRI7} glucosyltransferase (GTF) O]
Tl Mutans streptococcit O} HAE ARG M2
81O F pi&Ec}. o] GTFE sucroseol tHeh ¢t
Fg}Ado] e, sucroseE glucose & fructoseR
2askA =He, ol u viee ARoiAl (free
energy) & glucosed] EEhitSol o]&8ld glucan
olghe glucose BEEFAME St Edl ZEH Y
B84 glucan® mutans streptococci® Al EH 9]
E7X oz (glucan binding protein) ol FEAHSHA
MEEEr glucan (cell-associated glucan) 0] FTh
o] MEEZA} glucanS MEBIOE {FEEFo] wWE0}
i)+ GTFE mutans streptococei Al E FEHo] B
ZAE 4= Il o] MEREF GTF (cell-associated
GTF) = ZAIAH O mutans streptococei T, &
Xob FHol B 48 glucang SEE 4 U
A gl o] MERE GTFS} glucangd TN E 3o
mutans streptococci 7ioll &3 SFo] XopEH A
oAl YolulA Erl. &, mutans streptococcis B
Zolghes 1A PkE 484 glucanol Qg H5
o2 ZjotEH] Bol &3 Hrh dls&
A glucan®] &7t 2O R XEfQ FHEE
ZA Zrh olwEo] mutans streptococciE EETH
R FE0] MAMSH= B4t (lactic acid) o] RIEREY
oFZ LA E5kE Xefol EEETEA hydro-
xyapatite ZF0] & XUt HEEEHSIE A F6H
ol I R hydroxyapatite ZEAE Edl5HA FTh
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15284 glucanol] Q3] ¥ vIFIG el 4
EA1Y £ YE ENG ASHESY /Y
ML) w2l o] A4k xloled d&E 2
1$8 4 vk Mutans streptococciZt ol
30] EAEICIENE, sucrose’}t PE 3 W ES vl
2 glucano] MEIA Bell, ZHEoE GIF
} mutans streptococci FERHO BAIE ] 2471 Wi
| mutans streptococci®] X[o}EH FEto] o] R
1A @=rh Wbl sucrose 415 Q] HgHES X]ote
419 cligell EQ8F B0l Frh Sucrosew GTFO
olal BILEH glucanlE THEIE A olgjdn
mutans streptococcioll Q81 M ZEW TiEE  (intr-
acellular polysaccharide) & €€ 4= Tl o]&E A
e Az R ARE BE gaEgo]
BEg A2 23" UAAURKSE AEES
B4, mutans streptococci?} A HH 02 HE
A8 e YA Sk AFolA AR Bae
hydroxyapatite® 4loll thdt H&Ho] &2 fluoro-
apatite . AZAF3S} A7 E3 olQolE BRE B
B} 341 A48t Q8 MgaleEs gde
AR ZHN Xote4] ol g T & 4 Urh

oA 7lgdt viglk 2ol XoteAlE oty iak

o]

0% fio
Mo >

X

_(Z\jomr‘ﬂ

b

b}
©

SR mutans streptococci®l FAM (&
&) g dAEHE Aolvth AT JF-ER vaccinoll &
A5 oigel JsdE€ AAISEL UTh
=, Z4XoFE Elboll FHRFYW EBHIEY
mutans streptococcioll Thek IgA BAE MHAIAH &
224 o] KAANFY BEE AXNE & Urte A
olth. 71&r fEer EH A= GTFoOIth o] Qol:
ZotgHol &% etlg g BE&slo] AjotaEd
& Baghed 223 mutans streptococci
TH chd /I B B ek J8u AL
AFHNE Zol7] AT A vaccin® AISE
F43E QoM FAREY EEO ofgdE, d
w5l FANE 40 BAE dddior SHaL, FAY of
HHe Be 3L A&HHQ BAYLE e
o3l Boggo] & AR GJolirh ES
mutans streptococci Al ZA 8 thsl E4¥ A
7} ¢iASl MAZAD FAHISE YA AT
Az} fEEEe 4o = ke B s
of gt} o] WANME S
RolA BB RUGIA] clFojof & Rulglag
(rheumatic fever)OlL} oOlgd Alrrd Huwiwrd

o
2
o)
9
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(subacute bacterial endocarditis) 2] 0]2= WA S
AHeE] ol

3. Porphyromonas gingivalis@} X)ZE13}
1) HE AFAEne BeH
k4] 7]1&38F mutans streptococci= %’8%7}
(facultative anaerobe) @] Gram &4 G4l ArF0] 1,
AopAl damyE ﬂ%@‘é‘ﬂﬁﬂOﬂ/ﬂ ‘:’ESQ
‘é}‘gﬂoﬂ, P. gingivalis= €719 Gram 472
ZH {coccobacillus) ©) HERE 611 UL
ALY RFY Ee 7:]2016}‘113}101]/\1 F=2
). P. gingivalist= X| 218, B8] 254
ANZE2E T E EL5h= ’8;@ AFEn e &
AZY JTt. I ESAHE M, P ginghaliss XFER
Ao] Azt AlgolAls UERAX &AL &
AaQl e AFASAY X2SHSHR eI ol A]
7Y eEE e 2HE, Hold XFQEO AL 90% o4
BRI P gingivalis 7¢ A1 2AGERI ol A] &b
HA”rh ZE] i EF P gingivalise H98 FE
FR9] ASHSIREE FH8le F Al 528
VST it B3] 54 D8d, Has Sas
SHASRIENWN P. gingivalis®] B)
o] AA &H7ISICt. B P gingivalis®] 47} T
Sle AS 948 &40 a8 niEsie). M,
ded AFE SXeiMe € A2ETH
(gingival crevicular fluid) ol P. gingivalisoll thal &
A7y BV AR, -ri‘HOﬂ P. gingivalis® &
E5M AMolA BEEE AR vl XFHo]
ST
ol P. gingivalis7} A5 vkl Z/ & FEHo]
i= o8 P gingivalis7t AR Ao BA
& QUaL, ZAT ZEo] 4L TSt 879 ¥
QIANE ZrIL Y71 wiEolth. P gingivalis®] HOIA}
X1 wR e (2 abd) o B A A ES

0%

2‘:
B
2ol o !

0
?x «

©

N

@

o

II

=
=
=3
{2) &2t (colonization)

1) 22 (adherence)
__O_

X SHSIRIEN7F AEA FEHeX e FEA &
Ch oWiE A SAMRIEN7E J=sHHEA X2 5t
HOE FFEEA F48 RAolekl FHE5HL U

¢® Fimbriae
P. gfngiva]isﬂ oA X|2ASHTER LIER =
A ESF EAX] QLT Jied Q= dHEe e )

A7t X129 e g SaATMA] Xejol Ue
Actinomyces #E} Mt SHYLE X SHSERIEN
ol getrsr = Quis Aolvh S P gingivalis
= AlotxdHo HAE E}Oné—\‘f—s PRP2} statherin
o &8 4= Qo= Aol EAHIC o] BL P
’c‘: H o] &AL Atz AkA
olFE £ UE ALE
A7kt o)™ v‘?—ﬂ@é"d] Zo] BeAxEle] Y& P
gingivalis?] T4 E0] fimbriaeo|C}, O] fimbriaes
P. gingivalis® A ZEHAA 413 Zro] #Wof L7k
5 m BZAY 21 7I=-rchE gl s LxREolc). S
H, P gingivaliss X]o}EHO] EFH #ol ol
A2ETHCE mEFHCEIE Barg = glor,
FEU HEoE BEE 4 Qe A0 HiE

=4
& P gmgn'ahsA fimbriaeE® ©]&¢h

vaccine® AMBE HFE Urh F AUFHoA
fimbriae vaccine® XA Tty Ao 2 St
A= AOFE LIERIT). Fimbriae (FEX fimbriae &

E3) = olg} vaccine O F B4 olLEF AR EH
EERL AR P gingivalis® AHREAE A

OF AdAE ALE 7L Urt

n e >

oy BEFEE 4 (hemagglutinin)

P. gingivaliss= THE Porphyromonas®}t Prevotella
= Bacteroidesoll &8s Mo & &, AT
KA S MAS MAMEH= #7144 72 Gram
28 UHsEdA =55 dE879 Sole =
ULt o] SHE Mol SEHE EHl EAsH

8719 BiEsle] 1 Az EishE 58,
Y e #o] 42 AL IHEEI ok
P. gingivalistl = o1& HETF&H 4V} ABEF

Q= ASE BuxI Ut

Ji)t rlr o
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P. gingivaliss 8t HEFEMNEZE (hemolysin
Jol oy BELE TIYAIA P gingivalis 70l
Z Q3 heme (hemoglobing THdhk= EEE 2 &
RS AUTh 8 FEIRE 4 Ue ALE &Edd
ATE o] ARIZ Bul HE+ SFHALE P ogingl-
valis®] Mg B2eiAEE Aedtrlol & Qe Hel
AR ARBEE o] obidrt AZigErt

e A SR F4 (symbiosis)

o] MHERE0| P gingivalise olu] X|EY
EMBHE ActinomycesSt B8O EM X|o}E
| BArEr 4= QIth, OlQJoll P. gingivalisse
XefollA wEEE dddT ol SEdlse |
It} Sl P gingivalise= F. nucleatumdl iy 24

ofl
w4
x7

QIT} A
3t Bol&el Mgzt SEEISE Heloh ol Mgt
7t SR P gingivalis®] BAMg Eethe 9v] o]
QT Ao EQE FURE MIShhE HollA
T omizt Ak P gingivaliss YA S Baislad
ZH2 peptide BENE F. nucleatumol] A& ollid
AQOF AEE 4= UA Bt P gingivalise &
ThE X1FA 8 AQIFHQ) Treponema denticola®t &

Hold 45 @S deiola] guEeg P
gingivalise= T, denticola®] 4ZHER QA9 isobu-
tyric acid®, 7. denticolaw P. gingivalis®] 4370l
Z QT hemin® HAEE AME 7158 succinateE
AEshd A8 FUBAE ze=rh

B714 Aol =8 (mixed infection) ol A1
P. gingivalis= £Q¢ G8rg gedivt. Sguie
Qollal 714 MdEe] WE T g BHalEE
& P. gingivalis7} BYelSICY, P, gingivalis®] T &
2 Aol MESCEN ERUE R L4
aHlslel @714 AEQl P gingivalis?] 8&EE

g ¥ ohEl g8 EQ% dEe SadErh

H e mo X o

@) Vesicle (bleb)

XA 3 el 7)™ (pathogenesis)oll o] E &t
Lol Z=Q38t Qa4e P ginghalisfl SEl8kE
vesicleol2he FEREOIT OlAES P gingivalis©]
Qat (outer membrane) & YHE7t EEEHA P
gingivalis®) AMZ9} BelElol FHEE 50~ 150
m 719 Be gy FREBolth o] FREME
fimbriae, BEFST A S0 Aol P gingivalis ¥
ol olgl TIE Al £ S8 & TES) et

vesicled &= WE4  (endotoxin) @1 lipopolysacch-
aride (LPS) B GlE7IX] E471 Ex18kaL £3] o
H 1A A B G4 (proteolytic enzymes) 7t
TEEE B5H0] YUtk ol vesicle 2 FHEA
£ B& wl P gingivalis2EE 8ol |FEIE
=, 4ol X £2al £410) olEd 2 dEoIA]
2 vesicleo] FEIEOEMN P gingivalis7h B
ZAIE 4= e £ SAEslA AFRA 7

<
% Qe uE RANES BT 4 e T
(@]
]

Mo
L

-

LSS

2
tlozA 7o) HeFol & Hol ohdrt &A%

L
e

a4

=3

N

Y &40 (multiplication)

311 AR Feleg 4] ke dF ke
&alo] WQB) P gingivalis®] A& HQ%
A2 hemin (%= heme) ¥} vitamin K (menad-
ione) 7} AT}, XER7} H=EhEA X20lE BEO]
W71 ol 2t BE 9 FEE hemesl
ZE0) 7VssIN AL, P gingivalis? HAS &1
Tl P. gingivaliss= AMEZ| AKX & X efolA] &
AR gherh 5] RIS B P gingivalis®)]
&o] Z718l=dl 0]+ hormonedt Zi & AV U
HAO T MZMECE, 4A estradiol?} progesterone

P gingivalis®l &4l E&E Frh OolE
steroid hormone® vitamin K9] tHEEE o|ET &
Aox Holrh

Wt FZRMo] 2FEA 7] 4 ad
L} fAldol XFREE olgsly] fisiA] 72
71201 Aolrh. g P gingivaliss 7}
Wl @Akl HMutr) 7iesdly] wigl 7HEe
AT ARl FARAME HAE] AAHMOE STt

fo rir

A
Ho
0

LB o >
oo N

4 4m rlo
ol

1

3) =Fgo] 718 (host defense mechanism) 3] 2

2gFAT gatA =e A2dsk] Mol 4
7] YdiAe EESE AX] (machinery) 71 B8
sict. guisiy X129 FA L AlTe gal, ATt
23t tiyulE T, &Rl (antibody: immunog-
lobulin), HA (complement) B &F3IL U71
wEolTt. P gingivalis7} 5418 Sl HEHE 4
71 ddidle ol sFUCEES duld & Aol

oF Bith. P gingivaliss OVF 23S titsh ot
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= ZASH: #8717t tigsmE 7 g3 £1)3)
oF gitt. ol A BAol td £87\7 P
gingivalisoll 25 TyRE <= Y} XFY BRI R

%
SETHlA £ HEHAME TE 0|8 287
9] =AY AME ZaEo] ok

LR P gingivaliss TIESE o] Q8] B4,
HEE # AU ol TEHoA crEsiva Ty
lysosome L Z2HE HAHOE B4 B0l fal
3L, o] EAES AFZAN JPFO =
g 4 Juh. P gingivalis7} ZEHEQ} 2r2ar uj
B & A7 HE AL 5 collagenase® S219}
289 Exlolth dlE8o P. gingivalis= 38 Al
E, & fibroblasttt macrophage ELE HE] col-
lagenaseE FE|A1ZICE (fibroblast-type collagenase
). ES IHEME T Z BE T collagenaseE S
Al 4 At (polymorphonuclear cell (PMN)-type
collagenase). O] F7}A] collagenase?} H2 L2l
e H1EE  (inactive) @1 2EROIE}. X129 FHo|
Al AE]E collagenase= FE PMN-typeo|Th 0]
B2 9] PMN-type collagenase™ P. gingivalis
(HEe e A7) ciEsus T vias o)
(respiratory burst in low oxygen tension) &7]&
2T A5kAIQ)l HOCOl 28] 43} (activation)
ot #8431 o] PMN-type collagenase® %] 29]
ZBAZZEW collagenojL} T LIOIA A EEZL
collagenE EdiAlZIT)

Tetracycline A@Q E4A= RFEE X Fol
FE] AVRE) L AC} TetracyclineQ] AMZE Wiz A)
=3¢t B4 B w W ElSEh dhvisiE A
Rh, tetracycline® T2 Gl €] EEUE
o} Al2gTAdolA sol =2 SsEE UERITL
B, tetracycline e Mgtz 48 x5}
o GE vEEHE o4 (bacteriostatic) SHYA
olth, AMA, tetracycline2 vl slwig FollA] Fa)
¥ HOCIZ A2 (scavenge) ld S2]1%E PMN-type
collagenase®] &4 & RPASle AFZ ko] EI2ISH
FUE w3g ¢ rh 0] tetracyclineZdl EHA=

6]
U
o

FAE XAFY AANFE ShIQ Actinobacillus
actinomycetemcomitansoll tHelAE & @7t

(3} =&Y FE (invasion)

SEFANNAM P gingivalis7} £SF9}o]7)
SCERE O s 1E £ e A2 AFEER
= Aot duld BEOIA P gingi-
valis7} A1FHA] AFEZ W) FESH QE Aol
X 1 P. gingivalise: ZEWNolA 54]
E Bovh. ZAY ARE 6141,
E gelxlofor Sio). P gingivalis
L HIMZY coated pitD B SUEE=
HAed slolA BE=EQCE JZEL P
gingivalis7} AR T AE AIEdl 55O
2 A ZHE AU = ris di T wiAE
2= glct, o}l P gingivaliss 7142} (basement
membrane) & SHUGIHOF S P, gingivalise 7
Auke] F FHEZQ! collageng BEdiAIL 5= Y=
collagenase (£F collagenaseQtE UIE) & A4Y

LEH 7MY Bt Jhssitt

Jﬁ En]

e

4) XIFZ2A 2 e} ol Boidh= HOIAIE

P. gingivalisQ) ZAU AEFE RV} AFERQ
T E 7PA2w A ohlch AFZEA WA P
gingivalis7t YESHHA] FEI8k= thArEaoL)
AEcl A ZAE AL HAMZET v

EOEN IPFCE XNFEAE It

o

OlO tOl‘

1) =8EZ (toxic products)

P. gingivalis®] THAIEZZA 24 BERlEE S48 W
2dE, dE
valeric acid, ammonia, Z38HE (sulfur compo-
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