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Actinobacillus actinomycetemcomitans,

Porphyromonas gingivalis, Fusobacterium,
Tannerella forsythensis, Prevotella intermedia,
Micromonas micros E 9o, o) T3
A7 A% Afolo] Al Bt BE A7} 1]

o_]%]-]:].1(),11,12,13,14,15,16,17.18,19). ol ATE 3_"1&1{1\1'1}_ 3

A Bacteroidest X|FA%ge] d=x, 5o Z
of, F2Pale] Ao} nlF|ate] XA Wlds)
A vehde 234 Al @714 Altelth ol&

.2 w4 25 (Chronic periodontitis:CP), &

A=)
o=

L.‘EF_ET__
< 91374 X]FY(Aggressive periodontitis:AP) 52
TH AJATo R AT Yk ML PA
Bacteroides % 7730l YEh = £F2+= P, gin-
givalis, P, intermedia, Prevotella melaninogenicus,
Prevotella loeschii, Prevotella denticola,
Porphyromonas levii 9o} 253kt
Ao 7 HAAQ = Mt P. gingivalis, P. inter-
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oA 719 43R0 AT 271018 AT thAl
g AR w4 9 AFH o2 v AR,
|FHAR At gdioss dAvd #Ey,
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SHTLF oA 168 RNA 247} 71
e 92 H7hE=| o] 165 rRNA F-32hk=
HE Algtol] EA18hH, Ba Aol 22 7MY
£ el mER9jsh Zoht Sold 1M AS
Holi o9z 45 olTRy,

olof] E Aol A= 165 RNA A4S A}-g-5}o]
SN2~ 3 Bacteroides Mt 5 P. gingivalis, P.
intermedia & P. nigrescens®] YW AF 7} 54 1}
I AF Dol At EEEE Hlalskarat g,

Il A0 S AR
1. gty

il

SEEETEEE LR
aAE W AFgo A

x| o] W sk

Ak Bk} 307 (29-494,
@147, o] 16W)7 5 A AFHo = ek
A} 307 (19-354, ' 1678,9] 1478)S o= &

2l
3

glow], A5 ¢lo]ole] the o] YAY W o]
ok #hxf, Leal A 6714 ool A A=
S X} AFFAEE T e ATl
A< sl

Aed w4 o A5 A SHoRe
AREZ1E 204 Aolo] RgskR], Al 1 T Ao} A
A, 52 7 Aot BA WA} o= P B
T}, Bgh o] e fd g A|F-Ael) o]k HAH 3
Fo] Sle A= JASLer, At whe A== A

E& Bl AE 9] A A= vhesklt
2, Tl

1) M2t} Alef E Af

¥ AT} 4 skl AT 844 309
23 347 09 ks Ayt A5
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AR ) AJol= 7 A]
0] 7}X 748 B8 (>6 mm)dl| paper
pointE 1027t 4F9Jate] 2|28k A8 & A F sk
o}, o] i]%‘_ )& -] AAT T paper
pomt~ 33] Agstsltt. AejE A3 paper point

= 1 ml9] reduced transport fluid(RTF)dl] H-7-31%3
E} Q) VR AoKAIFE 2o] <3 mm)ollA =
ot st o g At AH AFE Al
A

mm)E U202 sk,
ofollA] Xl—zr

2)DNA =&

AejAltS 3 drldstell A Ak
3} A ZiTh A|ejAlEe] DNAS F3}7] 9fel
AU AT ARNA 200 A kel 94
(]ouan MR 1812, 12500rpm)E AJ8§3}e]

S dL&F tA] PBS(phosphate buffered saline) 2 A
28R, 0] 200 4 lysis buffer(500mM Tris-HCI,
pH 9.0, 20 mM EDTA, 10mM NaCl, 1% SDS), 2 #
proteinase K(20 mg/ml)E 7}8ke] 37T oA 14|17k
W3 22 2] phenol, chloroforme 21
o 2 Agsle] DNAE 53 5 459 dnks A

23199 oJ7]9 3M sodium acetate 20 4 9}
ethanol(absolute) 400 #E F7}sle] -20 Col|A] 24]
Zrold WAjste] DNAE XA o] AHES
70% ethanol® A& d+3 Speedvac(Automatic
Environmental Speedvac® System AES1010, Savant)
ol 5EF HEAAY. o]FA €& DNAE 11 A
¢} dH,0°l] =k

1
g

7(1 X{ o

3) 582 QiMfHI=Z(polymerase chain reaction)
e HITF2] 165 rRNA SARE ZZ3)7] 9)3) +
%% DNA 1 4, 30 pmol eubacterial universal
primers(TPU1(5 “AGA GTT TGA TCM TGG CTC AG-
3 E, coli¢] 16s rRNA SHAEE 2785 7kx] 2] 97|
AR19}F 2F-83F= $1A)), RTU3(5-GWA TTA CCG
CGG CKG CTG-3" E. coli¢] 168 rRNA 5198 A} E]
53R 7R o] 1719 2|6} -&-8F=91A))], Perkin
Elmer cetus A|¢F (x10 buffer, 20 uM dNTP, 2,5U Taq
polymerase, 1.5 mM MgCL)52] 1004 ¥Hs- E3HE
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ol A 16S rRNA f-22e] AX(2F 530bp)E PCRE
ZZ35 . PCRE 95C oA 127 WAslaH4
(denaturation)g, 56C oA 187+ Z3HS-(anneal-
ing) ¥4 <, 72 Thlack-pigmented Bacteroidese| 4]
A3 extension) B4 303] 9HE5FI T} Ethidium
bromide7} ¥ 3HH agarose gel electrophoresis¥H4-&
&3l PCR =S S8k

4) Oligonuclectide 2A|AT| HA|

Z¥zk Agtol] tigk Solgk 247k d7Ide
Table 19 A 2]¥o] It

A22= digoxigenin(DIG) oligonucleotide 3'-
end labeling kit(Boehringer Mannheim, Germany)&
ARE-3}e] DIG-ddUTPE EAJ3F5T} £, 100 pmol
oligonucleotide, 4 # CoCl, 1 # DIG-ddUTP, 14

terminal transferase”} E0]3+= & 20 M ¥hE &3
EE 37CHN 1580 AT F D&l F3L2 9]

stop solution(l M glycerin@} 2004 0,2mM EDTA2]

E3HE)S H7IsF . oligonucleotideE 2.5 4 4M
LiCl?% 75w w)2] WZHe ethanol & 2 2 4129 20

TollA B8FE T EA)E oligonucleotideE 4 C
oA 12,000 go & AR gste] &FS A|AE
HAHEE 500 42] 70 % oAeFEE MH3IaL A
i}, o] 20 4 dH09] =Tt

5) EeER el o
& detection)

A ATE 4274
valis, P, intermedia, P, nigrescens)S ©rA|5}7] 95|
PCR A E-S AHE-3FSITE PCR YA E-L 95 oA
SEZF HAAAZ] & 2 ME 35} nylon membrane
o H/dEF(dot-blot)& A& 3HTk ©]F DNAS}
PCR A A E-& nylon membraneo] -3+ 1A A]7]7]
A3 #9254 nm) o 2 3R 2AFG T
(Ultraviolet crosslinker, UVP, Inc, Upland CA),

Nylon membrane’gol|49] x| &3} 2| e A2
168 IRNA 3127} Aedoz 34 8549 2ls
eubacterial universal primer TPU2(5'-CCA RAC TCC
TAC GGG AGG CA-3": E.coli 165 tRNAS] 33481 75

=R |(Dot-blot hybridization

*J Bacteroides(P. gingi-



B 3537121¢] @719) 29k &3k 1A= B
gaZl o 24 Eelslith o] F nylon membraneS
13 A3 hybridization tube)o] ¥l hybridiza-
tion solution(5x SSC: sodium chloride$} sodium cit-
rateE 41 89 NaOHE ¥ o] pH8.0:5 B 4
S8 T4 20XE AREsEl 71 4 34
A& A2, 1%blocking reagent, 0,1% N-lauroyl-
sarkosine, 0,02% SDS)el| 4] 3087+ 7+ A2 &}of| 2=
L= 2 pre-hybridizationA| A}, o]& EA
oligonucleotide 4~212}(50 pmol)& Y3l 1A)7HE<t
B A 3 hybridization)dhal Al 2]-& 9 (washing
bufferl: 5xSSC: sodium chloride, sodium citrate,
NaOH, pH 8.0, 0.1% SDS: sodium dodecyl sulfate)
O 2 1587 F W AHsth A¥E 24A=
DIG-luminescent detection kit(Boerhringer
Mannheim, Gremany)& AF8-3}¢] alkaline phos-
phatase”} A3 anti-digoxigenin® 2 ¥H-A171 3
chemiluminescence(CSPD) & A8 Wit} =,
membranes A& Y5 (washing buffer 2: 0,1%
maleic acid, 0,15 M NaCl, 0,3% Tween 20, pH7,5)d]|
A 1-587F A= 38kaL, 100ml blocking &94( 1%
blocking reagent, 0.1% maleic acid, 0,15 M NacCl,
pH 7.5)°4 3023t 218 5 20mle] &4}
(antibody solution : ¢ )| A] 1:100002 2 3]4435}
o] 75mU/mlZ THE ant-DIG-AP ZgH))ol| A 305
7 W15k 1% membraneS 1-2 ml CSPD(
Disodium3-{4-methoxyspirol1,2-dioxetane-3,2'-(5'-
chlro)tricyclo(3.3.1.13,) ) decanl-4-yl} phenyl phos-
phate, Boehringer Mannheim, Germany}}& ©X]&
Ao A 1:1000. 2 348k A )&-Hol| x| SETF ] g
% 5 membranes Whatman 3MM paper’dol| A &
718 AASE 4 G e HA =S 8

o] membraned X-rayol| =&A|A 7HEE A
AREEE 2R 'JAIE E 5 Sl Allto] EAs)
© A2 1Hste] 235 Attt 72t 224
& 3] A AT ARSI AR 2k
Z22F AAEN( stripping solution:0,2 M NaOH,
0.1% SDS)& Ag-3}e] 37°C o)Al 1587} 23] A Fs}
3L 2xSSCE AREate] A A § Ty A4S AR
she] B Ak 18 sksich

kel

6) SH 24 A

o & 7REdA 2 Al F 4% 2ol
£ goll}7] ¢8| Chisquare 3} Fisher's exact
testE AIBSRL, A oS AFRSo} ] 2
3H7-9) ke BlalellE p(0.01, 7 Fe 7k} vl
A pL0.055 o3 e o 2 H7Fsksit

I, A2

7 215 % (Chronic Periodontitis:CP) 2.2 X1 gHel
Saet 54 A AF A (Aggressive
Periodontitis:AP) k2} 2+ 3098 2] 3007) 2]o}= wHA
AFFeR ke AIRA(RF 2101 >6 mm)
£ CP(n=120), W] AR (XFd 2o <3 mm)
E N-CPT(n=30)0. 2 B F3}9aL, 54 oA X5
oo 2 Avky ABREO)(x)F 200] >6 mm)E AP
T(n=120), HFLFL (X5 2] <3 mm)E N-
AP (n=30) 2. ZHz} 78Sl

SN 28 A Bacteroides( P. gingivalis, P. inter-
media, P, nigrescens)®] Ast-¥EX= P, gingivalis
7} CPZoll A 98,3306, AP0 4] 94.17% S B g0
P. intermediays CP-o|A] 77.50%, APT-| A=

Table 1, Specific oligonucleotide probes used for dot-blot hybridization

Bacteria Sequence(5”-3") of probes hybridization temperature(C)
P. gingivalis TACTCGTATCGCCCGTTATTC 03
P. intermedia GGTCCTTATTCGAAGGGTAAATGC 60
P. nigrescens ATGAGGTACATGCAATGGCGCACA 60




Table 2, Distribution of black-pigmented Bacteroides in CP and AP detected by 16S rRNA gene analysis

Distribution (%)

CP (n=120) AP(n=120)
Bacteria
n % n %
P, gingivalis 118 98.33 113 94.17
*P. intermedlia 93 77.50 77 64.17
P, nigrescens 42 35.00 35 29.17
* Statistically significant difference, p{0.05
P. nigrescens W
.. T o
: * = CP
P. gingivalis
0% 20% 40% 60% 80%  100%  120%

Figure 1, Distribution of black-pigmented Bacteroides in CP and AP detected by 16S rRNA gene analysis
* Statistically significant difference, p<0.05

64.17%E X 3L, P, nigrescens= CP- 9l A
35.009, AP A 29.17%% Z+2F YR JTKTable
2, Figure 1),

CPT¥} N-CPFo| M 9] A
7} Z}7% 98.33%, 43.33%F B0 W, P, intermedia

P, gingivalis

= ZHF 77.50%, 10.00%% , P. nigrescens= 217}
35.00%, 3.33%% VFERA SITH Table 3, Figure 2).,
AP} N-APol| X o] AR E 3= P, gingivalis
Z}7} 94,17%, 50,0065 B O, P, intermedia
747y 64.17%, 23.33%E Y ERY AL, P,

A
| .
A
e

Table 3, Distribution of black-pigmented Bacteroides in CP detected by 16S rRNA gene analysis

Distribution (%)

CP (n=120) control(N-CP) (n=30)
Bacteria
n % n %
P, gingivalis 118 98.33 13 43.33
*P. intermedia 93 77.50 10.00
P. nigrescens 42 35.00 1 3.33

* Statistically significant difference, p€0.01
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P, nigrescens

N-CP

P, intermedia
Bcp

P. gingivalis

0% 20% 40% 60% 80%  100%  120%

Figure 2, Distribution of black-pigmented Bacteroides in CP detected by 16S rRNA gene analysis(*
Statistically significant difference, p (0.01)

Table 4, Distribution of black-pigmented Bacteroides in AP detected by 16S rRNA gene analysis

Distribution (%)

AP (n=120) control(N-AP) (n=30)
Bacteria
n % n %
P. gingivalis 113 94.17 15 50.00
*P. intermedia 77 64.17 7 23.33
P. nigrescens 35 29.17 7 23.33

* Statistically significant difference, p<0.01

B W

. . N-AP
P, intermedia m AP
P, gingivalis
0% 20% 40% 60% 80% 100%

Figure 3, Distribution of black-pigmented Bacteroides in AP detected by 16S rRNA gene analysis(*
Statistically significant difference, p (0.01)
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Table 5, Distribution of black-pigmented Bacteroides in N-CP and N-AP detected by 16S rRNA gene analysis

Distribution (%)

N-CP (n=30) N-AP(n=30)
Bacteria
n % n %

P. gingivalis 13 43.33 15 50.00
*P_ intermedia 3 10.00 7 23.33
P. nigrescens 1 3.33 7 23.33

P. nigrescens % %

P. intermedia W % N-AP

m N-CP
P. gingivalis
0% 10% 20% 30% 40% 50% 60%

Figure 4, Distribution of black-pigmented Bacteroides in N-CP and N-AP detected by 16S rRNA gene analysis

nigrescens= Z}Z; 29.17%, 23.33%E YERYATE
(Table 4, Figure 3).

N-CP#} N-AP#ol| A ] Mt = P, gingi-
valise ZYZ} 43.33%, 50.0005 EJoW, P, inter-
media™= Z}7} 10.00%, 23.33%E YERH AL, P,
nigrescenst= 217k 3.33%, 23.33%% VFERY ATk
(Table 5, Figure 4).

3ERY AT ZFOIA 1A HT A3

oM ] & Al EXEE 2T} CPo} N-CPTH
H Lo A= A7FA] Al B5FellA A7t o
=& AT BEEE HERHITHP(0.01). APS} N-
AP 7+e] W)l M= P, gingivalis®} P, intermediad]]
A 204 Q)= Apo]E B o P nigrescensol| A

£ A7} H 290 W3 Tha: e ATE
TS RO, o4 G Ao]E Rl A sk

t}. cpe} APZHEY] MM = AltE LS P
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intermedia?to] 214 = 2Fo| & HATHP(0.05).
N-CP$} N-APZFe] H| o A= A7}A] Aot 5ol 4]

F91 9 Aol & HolA) itk
=
Iv. 582 {1

O

B AT T A B4 14 A
oA e] SN A A Bacteroides - X TS H|ald
A} 16S rRNA F-44}e] P
blot hybridization S /\}%6‘}04 ol it} H
AFLe] o] @ Al Bacteroides= E
g v A Aol A e e TS o] F Y
2L-oll= ©Y=2 Bacterium melaninogenicum®.
2 5Lk, 1970KK) Aol v] sl 4
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SA AT, o 7R S WA F /] Bacteroidest
genus Bacteroidest] 9|4 75 ¢} Shaho}
Collinse= 23} 22 37}14] genera® U A& A
ok3}3ITE; 1) saccharolytic, non-pigmenting species
2 A9 Bacteroides ( e.g. B, fragilis ), 2) assac-
charolytic, black- pigmenting species2 T4 ¥
Porphyromonas ( e.g. P, gingivalis ), 3) saccharolyt-
ic, black-pigmenting® -] Prevotella (e.g. P.
intermedia ). X5 Porphyromonas species®} 657
9] Prevotella speciesi= protoporphyrin % proto-
heme© & o] FoJ2)= 24 5.2 34 pigmentE TF
STy,

Tanner?s-& A &F7W 574 A7ellA o
Z79 32 A2 FA Bacteroides7} e dhrial B
ek 54 A4 YA Bacteroidess T3

L /HZ2E P, gingivalis, P. intermedia, P,

STT=T
melaninogenicus, P, loeschii, P, leviig-©] 3]0, o]
= AF28 FgH o7 Be AHo| e A
P. gingivalis, P, intermedia, P, melaninogenicus ‘&
ot} o] 5 ST MM A A Bacteroides?]
lipopolysaccharides= TF&] 3 W& o] 518} A4o]
Bofsh WAE PRI H8L sht Foke
olzl HAGA 43 G T WaTe] B
22+ A3l g sht} &3k superoxide
dismutaseE #H|gHo 24 T} 8] WAy} o T2
Al REE W= H,0,9} superoxide anionsr 33| A3
0.2 o]¥l Aol AT AHEL P
ZIth, w3 o] 5 S4) A A Bacteroides 1gG
2 [gAE T} A)7|= proteaseS £H] 3L T3 o]
9] lipopolysaccharides= &80l #eghH A
A 9] phospholipaseAS AAFgHO 24 o] A o]
prostaglandin A¢H| E4& el B8 7
H}, 53k 743k acid 2 alkaline phosphataseE &
Hgke] ZFof Tedh}),

P, gingivalise= 1373, 97173, ¥4,
el e At e o s Afd FHodXe
57 EBAT A8 Fof A oA A
HEAHTRS4) P, gingivaliss F4 21983 2 WX

7 AF Gl o] Tefshz FAdo) A At o2

73, ¥l

oft
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o] i FE HEAZIH AT, ] A%
W A7) 2k v] B84 Al S 2 collagenase,
proteaseS HH|3}IL & gelatinaseZA]S Ve
o}, &3k collagen, azocoll, caseins-9] 3H]& Fut
3P 733k rypsin FrAF 84848 Ho|w 733l fibri-
nolysisE .0 7]:= fibrinolysing HH]3lt}, o] & A
T2 A= AEZ54 E4<] hydrogen sulfide,
ammonia, indole & Ak BHEH o] S0] HH|3}
+ proteaset IgG ¥ IgAE st} ¥ X<
9 5% g4 A7 k] L Rl jelA]
o] woll thet 2 A A7 VERAL glom A
Aot The A7 AR A A v ke B
d712 epdit} wEst o] Al lipopolysaccharide
= 999 interleukin-12] BAHS FE3h= v} o]&
I AEZol| o3t & Fe] BATE & 4 o
2|7 Agke] Tt e & Kol $rke] WAld =
2 A WA S-S

P, intermediat 1HEAO 2
7178 Ao & AL 523 B
AR A|FFel| A 53] F71sict o] Fof
GA7} A7 FA)d 259 SApe A H
HATR, o] Mt A A Al =A o]
< FE FE2AE o 524 AES s <
37 W3kl E fibrinolysisE U0 7]5= fibri-
nolysing ¥4 8 $39] gelatinase A4S H 0]
L Qv sYe BHYE 2= P intermediag-2 P,
intermedia®} P. nigrescens®] F £7F2 &2 HAth
2 o)t 259 efsAlatol o3k At 57t E3E
oA 7] A7} s A =7 of el

P, nigrescens= 1992'd Shahe} Gharbia®] &322
of o) P. intermediaZHFH 5% EFEHAIL, 1H
$A, 714 7S 2 Broth culture’doll A 0.3- 0.7
un®] 2ol 1- 2 izl o] 74A] Ay, Felf gk uj Ao
A 347 AR 2R 0.5- 2 mme] 7o Yol
low convexst 24 = S-S UehiH
Pigmentation colony?] FHF-o|A F2 ER}aL
SAFE 28N e g S Wt

it}
s

ok

o] g0 ARE-F 165 rRNA BAHS 71 57
v 2180 LA A=A o 24 §-8-4



o] Fzxd uk glom, olefo AFEA e R=T
P LY, U A, ol
DNA probes 0] 55 § 4= AT} 16S rRNA

[

L =2 o] 344, Fe4 ‘IT}\}'}BL% Hoj
ATES E7 2 B4k o 24 771 itk
171839 B 013t e] tiato] ¥ F HZ P, intermedia®}

P. nigrescens= 16S rRNA--H AL A 94%2] A=

o} 6.6%<] 2ol & HolEt)P HEA Q] T A5
Ao 2 o]ES T3] ofele ol
16S tRNA B2 S B8 1= waakeglo] 5 o
z% :F-tﬂﬁ]— 2= gl?iqlﬁ,%)

Conrads™ 59l Slafel A7 A1) AF7A)
AHmarker) 24 2] P. nigrescensE 5 E}Oiv_ﬁ], 2
A M= F4599749 AFAY tx2rdA JF
23 §AG A0 FoAglE Aol S wo

Conrads®] 97} tha YX|sh= BHE HIATH
T A5 Qe = o] o= e Ak Bt
A5 Aghe] Eie ol SN E7E 3o
W, B w3l wiebs g2 R ofd 7HA]
o] QA AT A T e, AT
A B9 2E 4, 97 T A
A, QA L AR AR 27, T YA Y
T & Paged} Schrieder®= A|FH-& A7 ‘j ]
7 419 A7 35 099 70t 40

(Aggresive peri-
odontitis) . 2 A 597 F£ 1)
I AT Gellx
TEH oIt

A3 Aol A
valis, P, intermedia, P, nigrescens)?] MTEEEE
H|wa) 2 A3}= P, gingivalis7h CPa-ol| 4] 98.33%,
AP A 94.17%E H.¥ o™ P, intermedias CP
A 77.50%, APT- A= 64.17%F KL, P

S22 48 A Bacteroides(P. gingi-
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nigrescenst= CPT-o|A] 35.00%, AP 4] 29.17%E
2z JERQIT). AlTES P, intermedia®) A% vE
A A w4 9 ATk Al
o] FATA Fo A A= AFolE EATHP(0.05). ©]
+ o]7 20009 o] 59 AF9e] Azl tha v}
2 A5 Holx= Z o7 o] 59 dFME F4
A AFEHR AT 77HA Al

(Treponema, Actinobacillus actinomycetemcomitans,

22X

P. gingivalis, Fusobacterium, Bacteroides forsythus,
P, intermedia, Peptostreptococcus micros)] H]uLo]]
A Al EEZE AtolE gRlEHA] Rkt &
ToX % P, gingivalis?} P, nigrescens®] 739 -2
A e 2ol & HolA] Qght) B ATl P, inter-
mecia®] W31 317} Ths A1 AT U ol
2 Ak 2 5 S Ae A, BE5ke 49 9
2 cross-hybridizationo] dojytAL 4, Fek XA
o zpolAL EF 9

9] 9h v g 917ke] Hlalel A CP} N-
CPT oA AdEELEE P, gingivalis7} 22t
98.33%, 43.33%E How, P intermediax Z}7;
77.50%, 10,00%% |, P, nigrescense= ZYZt 35,00%,
3.33%E YERHSITE. AP N-APT ol 4] o] Al
SEXE P, gingivalise ZFZF 94.17%, 50.00%% K9
o, P intermedia= 22} 64.17%, 23.33%% LHE}
WAL, P. nigrescens= ZV2}; 29.17%, 23.33%%5 1
BRI v AFAd 54 s AT B
ol AERLI7F Hj A B9 o] vl E AlTRE
=5 B oH(p(0.01), °]5 APT-2] P, nigrescens

o] B4 AgHE-9)e} njdeRg] 1o AT FEE
Zpol 7k A Ao m, fe) A = Aol & HolA] Stk

(p€0.01). o]= AP =T tHE Al nAhe-o
7Fs/3 B A P. nigrescens7t APT-9] H] A EHE-S]
(N-AP)o]| o2 o] EAste] Vet 272
9ok vh whd X qe] AR o} n g
Qo] EEX TH| 1A P, nigrescens?] X &= A3}
WA 2fo]& BTk A P. intermedia 9} 75
o] oJH9 = P. nigrescens= ¥ Ag A3} vHd A5
oAM= Bl HEE oA W BE TS Holn it
54 33 AFdelxe AeRglofRel
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2~ 8 A Bacteroides AlT( P. gingivalis, P, interme-

TEEE H3FLA}; 168
rRNA % 2¢] PCR % PCR AHE¢] dot-blot
hybridization < ALSHATE, WA AFGO 2
ke gka 3093 54 A XF A= XekE
307l A 22 A9 (X5 20] >6 mm) 47)
Ao}, ¥R (172 201 <3 mm) 1] Ao
Helshe] Wy AF ATFIE CPE-1202
2, B AFG HASTHE N-CPT(n=30) 2.2,
F4 4 A5 RIS APT-1202.2,
w4 g AFH NSRS NAPT(n=30)2
2 EF 371 Alete] EEEE golE A3 o
AEE A,

dia, P, nigrescens) 2]

T

1. CP, AP A Al &S] BEEE AR P,
gingivalis= 72} 98.33%, 94.17% % HJ.o.1, P,
intermedias= 77.50%, 64,.17%, P. nigrescensv=
35.00%, 29.17%% 22+ VRN )T
Al EF Alts BFolA Cpato] APel] Hla)
o & AFEEXEE YERSI o, P, inter-
media®] A$-A T4 § U= ZfolE
B Hp(0.05).

. CPT# N-CP-o A AT EEEE AT HH P,
gingivalise 2}t 98.33%, 43.33%% H.9.0H,
P. intermediat™ 77.50%, 10,00%, P, nigrescens
= 35.00%, 3.33%% ZH2F ERYISITh
Al 7 Alds Bl A7) v dghs
Qo vlg) o] & AFEEEE HooH, F

AR o8 2ol & ETHp(0.01).
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gingivalis= ZYZt 94.17%, 50,0062 K301,
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= 29.17%, 23.33%%5 Z7F YERRITE Al T
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H3j o 2 Al B o} P gingi-
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-Abstract-

Comparison of Black-pigmented Bacteroides using 16S
rRNA analysis between Chronic periodontitis and
Aggressive Periodontitis

Chul-Woo Shin!, Bong-Kyu Choi?, Ik-Sang Moon!, Chong-Kwan Kim!, Kyoo-Sung Cho!

Department of Periodontology, College of Dentistry, Yonsei University!

Department of Oromaxillofacial Infection and Immunity, Seoul National University>

The purpose of the research is to compare the distribution of Black-pigmented Bacteroides between Chronic
Periodontitis and Aggressive Periodontitis,

P, gingivalis, P. intermedia and P, nigrescens were examined in order to evaluate their distribution in
patients with Chronic Periodontitis(CP) and Aggressive Periodontitis(AP).

PCR and dot-blots hybridization of 16S tTRNA gene were used to compare bacterial distribution of two groups
- CP group and AP group, which were divided into two subgroups. Subgingival plaque taken from the dis-
eased sites(pocket depth>6 mm) and healthy sites(pocket depth<3 mm) were grouped into the experimental
group and the control group.

The result are as follows ;

1. The distribution of P, gingivalis was 98.33% for chronic Periodotitis(CP), 94.17% for Aggressive
Periodontitis(AP), the distribution of P, intermedia was 77.50% for CP, 64,17% for AP, and the distribution
of P, nigrescens was 35.00%, 29.17%.

In all 3 types of bacteria, CP group showed higher distribution compared to AP group, but only P, inter-
media showed statistically significant difference,

2, In the case of CP, every type of bacteria showed higher distribution in the experimental group with statisti-
cally significant difference,

3. In the case of AP, every type of bacteria also showed higher distribution in the experimental group, but P,
gingivalis and P, intermedia showed the result with statistically significant difference, and the other did
not

4, In 3 all bacteria type, N-AP showed higher distribution than N-CP without statistically significant difference

These results suggest that the comparison of the distribution of Bacteroides between Chronic Periodontitis

and Aggressive Periodontitis has no statistically significant difference, except P, intermedia,

Key word : Black-pigmented Bacteroides, 16S rRNA analysis, Chronic periodontitis, Aggressive periodontitis
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