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T 7MY F8 EFAR A BHE 5 AN
3L, 71 % red complex”} X|F-A3LS do 7= hE
2 W do| ™, o= P, gingivalis, T, forsythensis, T,
denticola® TAEHL 4t} 53] o] ATtE]
EA7} E1E Ae ohE QAR £ A &
F AW A, A5 Axs e, 283 fA)
AFR 87 BAste Fo2M XF AR &
A =

o] A7+ 44 v FAXNFAEI S 2
s W tHIAFAE Yol Be Al
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AZEHEE AT F FAAFAZE T 2}
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10.6), 6704 oS 3w (FL1o]=49.4+13.7) 0. &
BRI, 2+ 209, 309, 28W& Tsiaict.
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FAR), A&T A, 3t FHE AT, & FH
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1) EeEY
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XL ATFAHE vortexE &)L, 4C A 28
7 QAR sk Aol vE]al Hpellet 1004
lysis bufferol] F-H-AH T}, T5-F Al 10 49 pro-
teinase K (20mg/mD-& #7}sked 37°C o 1A]7F vl
3 & 5% P:Cl - (Sigma)S WAL vortex3t T}
= 4CAA ARG YA FEds F389
t}. 100% ethanol(55 #)& H7Fsk F 4Col|A] sE3t
AR st FSAe A AT Y3 E DNA pel-
lete THA] 100% ethanoldl] F-f-A)7]aL ARG E
HREETE S e A A S DNA pellets &
Zo)) AZAZ] Z TE buffer 20 o) £3)| N ATE

4) S22 HE (Polymerase Chain

Reaction - PCR)

P. gingivalis, T. forsythensis, T. denticola$)
primerE #2319 tHTable 1), 2¢ &4 AHuks
< primer 0.8M, DNA template (20~60 ug/ml) 2~5
“ . dNTP (2mM) S# | Taq polymerase
(Takara;Sunits/#) 0.54 9 5755 H7lste] 504
£ vhEQIY} & den- aturationS 8 95C A 5
B3}, 0]% 308 ¢] PCR cycle 94°C o)A 302,58



Table 1, PCR Primers Used

Specific Primer set Sequences (5 t03') Size (bp)
Universal primers for AGA GTT TGA TCC TGG CTC AG 3480
positive control GGCTACCITGITACG ACTT
P. gingivalis TGT AGA TGA CTG ATG GTG AAA ACC 197
16S rRNA ACG TCA TCC CCA CCTTCCTC
Type 1 fimA CTG TGT GTT TAT GGC AAA CTT C 392
AACCCC GCT CCCTGT ATT CCG A
Type II fimA ACA ACT ATA CIT ATG ACA ATG G 257
AAC CCC GCT CCCTGT ATTCCG A
Type I fimA ATT ACA CCT ACA CAG GTG AGG C 247
AAC CCC GCT CCCTGT ATT CCG A
Type IV fimA CTA TTC AGG TGC TAT TAC CCA A 251
AAC CCC GCT CCCTGT ATT CCG A
Type V fimA AAC AAC AGT CTC CTT GAC AGT G 462
TAT TGG GGG TCG AAC GTT ACT GTC
T. forsythensis GCG TAT GTA ACC TGC CCG CA 641
TGCTTCAGT GTCAGT TAT ACCT
T. denticola TAATAC CGAATG TGCTCATITACAT 316
TCA AAG AAG CAT TCC CTC TTC TTC TTA
ollA 30, 72T oA 3023F AlRBIYTE Cyceo]  7IZEE 247 16704, 38709, 637090l dT) AF

G5 A HEH 02 287 AEsy)

FHEA A AL 2% agarose gelldol| A
A719% 3F3L, gele ethidium bromide (0.5ug
/mE FAst Z UV EY ol A] st EE A

7o) 248 FAHAY,

6) S 2

7k 3 2] YA ESE ANOVA test9} Scheffes
test AFE30] BT, 7 AE FRSL Chi
square test® ARE-Ete] vlarstg o), 1w 7
o] vl E Y3}te] independent T testS ARE3}SY
t} Fo) e p0.052 A3k

I, S8
1, g2

RS, 19, 23, 281 3728) HiF FAAFXE
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3 o) izt vlwate] 3TN o4
I 23 HTHp(0.05).
ARA, AR, FRA £ 5o QARSTE

o] tidte] 1 ashs A Bylen,
23 ¥l wste] 23, 372 oA Al 743k
tHp(0.05). 13, 2, 1AL 37
Aol YSITHTable 2).

2 A2RIoHEMz e E5i2

P. gingivalis, T. forsythensis, T, denticola®] 2
&2 24 100%, 87%, 93%0]Qo.H, 152,
23 18l 3ol X 2k 70%, 85%, 93%0]/g0] X1
vt 53], P. gingivalis®] 8 &L thxTolA
100%, 1ol A 70%, 27~ 80%, 3-ollA 89%9)
ov], fred IA Sk FEE Bk T
forsythen- sis, T. denticola®] £8&L 273 1
2, 2%, 3% 79§94 A= Aol doin
(Table 3),



Table 2, Clinical parameters of the each group,

Control (n=30) Groupl (n=20) Group2 (n=30) Group3 (n=28)
Ages(Yrs) 4761117 50.9£13.1 52.0+10.6 49.4+137
Periods(Ms) 1.6£0.6 3.810.6 63%1.1
PD(mm) 3.20£0.66 2,90£0.53 2.8610,37 2791047
PI 1.36+0.53 1,15+0.61 1.01+0,28* 0,9910.35*
GI 1,43%0.40 1.13£0,57 1.07£0.24* 0.92%0.32*
BOP(%) 56+24 40126 20+19* 25+20*
CAL(mm) 3.73£1.00 3.6311.17 3,74%0,80 3.35£0.59

*Statistically significant differences by ANOVA test and Scheffe,s test (P€0.05)

PD : Probing Depth

PI : Plaque Index

GI : Gingival Index

BOP(%) : Percentage of sites with Bleeding on Probing
CAL : Clinical Attachment Level

Table 3. Prevalence of the subgingival microflora (%)

Control (n=30) Groupl (n=20) Group2 (n=30) Group3 (n=28)
P, gingivalis* 100 70 80 89
T. forsythensis 87 85 93 86
T. denticola 93 100 93 100

*Statistically significant differences by Chi-square test (P<0.05)

Table 4, Prevalence of Porphyromonas gingivalis (%)

Control (n=30) Groupl (n=20) Group2 (n=30) Group3 (n=28)
P. gingivalis* 100 70 80 89
Typel 37 60 43 25
Type II* 57 65 43 29
Type III 13 3 7
Type IV 3 5 3 4
Type V* 10 0 0
“Statistically significant differences by Chi-square test (P<0.05)
3. P. gingivalis®] tR@TIH0| E Epig o] 7} PATHTable 4),
ARGAE ype I P, gingivalis?] V& U2 V. 52 % OEt
T A 57%, 1A 65%, 20l 43%, 3ol A
20%E FA QA s ATHp(0.05). XA ol AFA AFA8ATA FAAFAEE T

& type IV P, gingivalis®] E8&L& tZoM 3%, © BAEe AHA G, A2AF, FHA £ a7
1ol 5%, 2o 4] 30, 30l 4w A Qe X Y REAE 58 SR A YR

o

46
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R
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ma, Eubacterium & -] TP, XFHe] EA o}
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-Abstract-

Relation between the interval of supportive periodontal
therapy and the prevalence of the subgingival microflora

Jin-Cheol Kim, Yeek Herr, Young-Hyuk Kwon, Joon-Bong Park, Jong-Hyuk Chung
Department of Periodontology, Kyung Hee University, Seoul, Korea

This study was performed to evaluate the relation between the interval of supportive periodontal therapy
and the prevalence of the subgingival microflora, The subgingival plaques from 108 patients were used in the
study, Control group were the patients with no periodontal treatment and test groups were assigned into 3
groups according to the period of recall check : group 1; 1-2 months, group 2; 3-4 months, group 3; 6months
or more, The polymerase chain reaction (PCR) used for direct identification of periodontal pathogens (P, gingi-
valis, T. forsythensis, T. denticola) in subgingival plaque,

The results of this study were as follows.

1. The prevalence of P, gingivalis, T, forsythensis, T, denticola in control group were 100%, 87%, 90%.

2. In clinical parameters such as plaque index, gingival index, bleeding on probing, control group was not
significant different with group 1 but significant different with group 2, group 3.

3. In group 1, the majority of P. gingivalis had type II fimA.

4, When group 3 were compared with group 1, the prevalence of P. gingivalis increased, But the prevalence
of P, gingivalis with type Il fimA, which have the virulence factor, decreased.

5. We were unable to find the correlation between P, gingivalis with type IV fimA and periodontal disease,

6, The prevalence of T, forsythensis, T, denticola in test group were 85%, 93% or more,

From the above results, we were able to find the relation between the interval of supportive periodontal
therapy and the prevalence of the subgingival microflora and the need of the strict supportive periodontal ther-
apy to prevent recurrence of periodontal disease, because there were high prevalence of periodontal

pathogens,

Key words : relation, subgingival microflora, P, gingivalis, T. forsythensis, T. denticola
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