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Fig. 1. Results of nested PCR products of H. pylori
DNA analyzed on 1.56% agarose gel
electrophoresis.

Lane M © 100bp DNA ladder

Lane 1 : Positive control (325bp)

Lane 2 : Negative control

Lane 3, 6  buccal mucosa

Lane 4, 7 : dorsal surface of the tongue
Lane b, 8 : saliva sample

* Lane 3.4.6.7 indicaties sample taken each
site.
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Table 1. Detection rate of 4 pylori in patients with burning mouth syndrome and control group

Frequency % P-value
BMS group(N=21) 6 29% X
0.578
Control group(N=21) 3 14%

N : Number of individuals
BMS : Burning Mouth Syndrome
P> 0.05 When compared to the corresponding method

% Z-test for comparing two binominal proportions was used.
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Table 2. Detection rate of 4. pylori in the area taken sample

Buccal mucosa Dorsal surface of the tongue Saliva P-value

BMS group(N=21) 3 (14%) 2 (10%) 4 (19%) 0.223"

Control group(N=21) 0 (0%) 2 (10%) 1 (5%) 0.223"
P- value 0.720t 1.000t 0.376%

N : Number of individuals
BMS : Burning Mouth Syndrome

P > 0.05 When compared to the corresponding method
* Z-test for comparing two binominal proportions was used.

t Cochran test was used.
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ABSTRACT

The Relationship between Burning Mouth Syndrome and
Helicobacter pylori in the Oral Cavity

Jun-Ho Kim, D.D.S. Ji-won Ryu, D.D.S..M.S.D., Chang-Lyuk Yoon, D.D.S. M.S.D.,Ph.D.,
Jong-Mo Ahn. D.D.S..M.S.D..Ph.D.

Department of Oral Medicine, College of Dentistry, Chosun University

Helicobacter pylori(H. pylori) is bacterial infection, with more than half of the world population infected and relates
to many oral disease such oral lichen planus, recurrent aphthous ulceration, periodontal disease and halitosis and so on.

Burning mouth syndrome(BMS) is defined as a burning sensation of the oral mucosa, lips, and/or tongue, in the absence

of specific oral lesions. The etiology of BMS is suggested local, systemic and psychological factors and researchs related

BMS and to infection of H. pyloir in the oral cavity are few.

The purpose of this study was to evaluate relationship between burning mouth syndrome and AH. pylori in the oral
cavity. We recruited 21 subjects with burning mouth syndrome and 21 subjects as control group. Samples in the oral
cavity were taken area of buccal mucosa, dorsum of the tongue and saliva. We analysed samples by nested polymerase
chain reaction(PCR).

The results were as follows :

1. Among 21 patients with burning mouth sydrome and 21 subjects of control group, 6(29%) and 3(14%) were positive

respectively(P>0.05).
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2. In detection rate of H. pylori in area taken sample, 3(14%), 2(10%) and 4(19%) were positive in buccal mucosa, dorsum

of the tongue and saliva of patient and 2(10%) and 1(5%) were positive in dorsum of the tongue and saliva of control
group(P>0.05).

Conclusively, we can guess that /. pylori in the oral cavity is not related with burning mouth syndrome.

Key words: Buring mouth syndrome, Helicobacter pylori, nested polymerase chain reaction(PCR), oral cavity
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