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Table 1. Nucleotide sequence of primers used in nested PCR

Name Sequence

EHC primers

EHC-U 5 -CCCTCACGCCATCAGTCCCAAAAA-3
EHCL " -AAGAAGTCAAAAACGCCCCAAAAC- 3
ET primers

ET-5U S -GCCAAATCATAAGTCCGCAGAA- 3
ET-5L S -TGAGACTTTCCTAGAAGCGGTGTT-3
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o]-&-3}3itt.

Ladder (Bioneer, Daejeon, Korea)&

417bp

#44

Figure 1, Result of 1st PCR amplification from saliva and subgingival plaques analyzed on 1,5% agarose gel

electrophoresis
M : 100bp DNA Ladder
P : positive control (Bioneer, Daejeon, Korea)
#41 : subgingival plaque of central incisor
#46 : subgingival plaque of 1st molar

N @ negative control
S : saliva
#44 : subgingival plaque of 1st premolar



230bp

M N P S #41 44 #40 S #41 #44
Figure 2, Result of 2nd PCR ampilification from saliva and dental plaques analyzed on 1,5% agarose gel elec-
trophoresis
M : 100bp DNA Ladder N @ negative control
P : positive control (Bioneer, Daejeon, Korea) S : saliva
#41 : subgingival plaque of central incisor #44 : subgingival plaque of 1st premolar

#46 : subgingival plaque of 1st molar

Table 2. Result of nested PCR from saliva and subgingival plaque from incisors, premolars and molars in the
oral cavity of 17 patients

saliva central incisor 1st premolar 1st molar

sample 1 - - - -

sample 2 - - - -

sample 3 - - - -

sample 4 - - - -

sample 5 - - - +

sample 6 - + - -

sample 7 - - - -

sample 8 - - - +

sample 9 - - - -

sample 10 - - - -

sample 11 - - R +

sample 12 - - + -

sample 13 - - - -

sample 14 - - - -

sample 15 - - - -

sample 16 - - - -

sample 17 - - - -

- tabsence of H. pylori
+: present of H. pylori
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Table 3, Detection rate of H, pylori DNA from saliva and subgingival plaque from incisors, premolars and

molars in the oral cavity of 17 patients

site saliva central incisor 1st premolar 1st molar
positive (%) 0(0%) 1(5.9%) 1(5.9%) 3(17.7%)
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-Abstract-

The Mode of Detection of Helicobacter pylori in Saliva and
Subgingival Plaques of Adult Periodontitis Patients

An Jong Mo!, Na Myoung-Su?, Kim Byung Ock?
Dept. of oral medicine & diagnosis', Dept. of periodontology?, colleage of dentistry, Chosun University

Helicobacter pylori(H, pylori) has been associated with the cause of chronic gastritis, peptic ulcers and gas-
tric cancer. Although it may be transmitted through the oral cavity, it is unknown whether the oral cavity acts
as a reservoir of H, pylori,

The purpose of this study was to investigate the mode of detection of H. pylori in oral cavity of adult peri-
odontitis patients with plaque and periodontal pocket which atmosphere is grown well H. pylori.

We analysed detection rate of H. pylori in saliva and subgingival plaques of 17 adult periodontitis patients
without symptoms of gastroduodenal disease by nested PCR, Samples tested comprised saliva and subgingival
plaques from central incisor, 1st premolar and 1st molar,

H. pylori DNA was not identified in saliva from all patients. The detection rate in subgingival plaque from
incisors, premolars and molars was 5,9%, 5.9% and 17.7%, respectively,

In conclusion, the dental plaque and periodontal pocket (especially, of molars) in adult periodontitis can be

favorable reservoir of H, pylori and may be the source of infection and transmission of H, pylori.

Keywords : Helicobacter pylori, Subgingival Plaques, Saliva, Adult Periodontitis
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