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Table 1. Detection rate of H. pylori in patients with burning mouth syndrome and
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Table 2. Detection rate of H. pylori in the area taken sample
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Fig. 1. Results of nested PCR products of H. pylori DNA analyzed on 1.5%
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ABSTRACT

The relationship between burning mouth syndrome and

Helicobacter pylori in the oral cavity

Kim Jun-Ho, D.D.S.

Advisor © Pof. An Jang- Vb, PhD
Departirert of Dentistry,

Graduate School of Chostn 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 H. 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).

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 H. 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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Helicobacter pylori(H. pylori)+< V| A % 7]/ (microaerophilous)®] 134 HHe 2o}

© % Barry Marshal # Robin Warrenol] 23} <17te] YAd9 A oM Hxz &
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test(CLO test), =& @A 2 wlF So] =, ol WH F g 2 XgE gde

= =
2 dhs el e el Mol gAon g % %]k 5 nested PCR
[}

O]Oﬂ £ ?i?oﬂf\ﬂ:— T W H. pylori 'T@FH7t +AHEHST T
7R ghate] Bpat A W g, o) i
Algst Ad v AHE AV o]F B



ATdd R AT

T

1L A%
2009 3€RE 20119 1€7b4 =Adgtu ilf%‘ﬁﬁl T el Y
4 , oA 199 (FFdE 66413
T4 W ool Tl 9le xR 219 [9A 24 OM 1994 (F A= 704)]S ol
=

g
N
N

olN

o

My
O

fr

™
v
filo

13

rlo

o

B

M

N}

—_

ol

=

_>‘i

N

2. AT
(1) Helicobacter pylori nested PCR

Ao B, el el FHAHALE AAsD 8 LA

3 o
Hye "WE oz AF & ztz 1.5 ml microcentrifuge tubeol] ¥ o] DNA F& A7

Z32¥ AccuPrep® Genomic DNA Extraction Kit(Bioneer, Daejeon,
Korea)E o]&3lo] the3 o] DNAZS F=E3%th WA 200 w9 phosphate
buffered saline(PBS), 20 g2 proteinase K(20mg/ml) 2 200 09 binding
buffer(GC)E HHo] @A+ 1.5 ml microcentrifuge tubecl] ¥ o] &33at4c}.
TZ(water bath)ol 60C 10%3F HE3A71 & Hbgo] Ey tubeo] 100 w09
isopropanols %1 5% AX JPHA et ofFEA Etd &dES FHE
binding column tube®] %71 ¥ 8000 rpmo. & 187 94 Eeste] ojapy gHe
H 5o},
Column el 500 pte] W1 bufferE ¥ 8000 rpmo & 187F 9AEE & o v}l
S wga 500 w0 W2 buffers ¥l 8000 rpmo 2 177+ 44 Eedte] o 1o
S g aR e R 12000 rpme 2 3 W u 1327 94 28ste] column ol
Fold=  ethanols €43 AAGATY. Columns Edd AM=F  15ml
microcentrifuge tube® %7]3 50 w9 EL bufferE binding column tubed] ¥ i
Ao oF 127F vk3-A7l & 8000 rpm 2 187F 94 #adte] oy A4S F
g AadeS Al A&kt
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3) Nested PCR #4]

4)

H. pylori genomic DNAS] # HA PCRS ¢3] 10 mM Tris-HCI(pH9.0), 40 mM
KCl, 1.5 mM MgCl, 250 ¢m® dNTP, 18] 1U¢ Tag DNA Polymerase’} -3t
H AccuPower PCR Premix(Bioneer, Daejeon, Korea)ell 5 09 3 DNA¢F 77+
Primer(20 pmole/gl) 1 WA S Y1 HE FI7F 20 w7} Y E5F 8-mops LA
2E PCR2 A %E—’F of SkA 94Tol A 5zt 7FE S ths AT 30x, 62T 30x,
72T 60%2 o] Foj F 333]9] 2% 3 & 72CA 5&7F HH-gA A T}

H. pylori Genomic DNA«] T+ WA PCRS ¢ 2852 10mM Tris-HCl(pH9.0),
40 mM KCl, 1.5 mM MgCl, 250me] dNTP, 18|31 1U¢ Tag DNA Polymerase
7} E3t" AccuPower PCR Premix(Bioneer, Daejeon, Korea)ol 2 w2 A WA
PCR AH=3 72y szefo]w (20 pmole/pl) 1 p? & P HE F37F 20 w7t ==
2 8-mopE ¥th PCR &% A& A 2xs §‘r°ﬂ kA 94T oA 5E7F 7L 3
U3 94T 30%, 58T 30%, 72T 60%=2 ol Fojx F 3339 %3 & 72Tl A
Al Z T,

of &4 thFt(negative control)d} UA  thE T (positive
| SHoto] LT YA THs S wAsEA T Z ol
W 2 A ) Z7+2 HEPY primer set (Bioneer, Daejeon, Korea)S AM&3}$ o,
2E PCR #ALE MiniCycler M(M] Research, Massachusetts, U.S.A)ol A $385}4

7195
Ethidium bromide(0.5 /zg/m(% 7} E3FE 1.5% agarose gel Aol 5ul9 TR LA
Uk A5 S A7]9% 3 & UV TransilluminatorS ©]-&3lo] S8 A A ukS 2

Fol 77|15 BEA3t¢tt. MarkerZ3 100bp DNA Ladder(Bioneer, Daejeon, Korea)
& AH&-3tStH(Fig. 1).



M 1 2 3 4 5 6 7 8
Fig. 1. Results of nested PCR products of H. pylori DNA analyzed on 1.5%
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 5, 8 : saliva sample

* Lane 3,4,6,7 indicaties sample taken each site.

(2) FAIAE
EAAZE Yl SPSS(Version 12.0)Z 2138 A8 o)

Nested PCR 414 ¥ M P30S S S22 29 H pylori &
&89 zFolE= Z-test for comparing two binomial proportions & ©]-&3lo] A A3}
ATk AE AFH Fel WE H pylori TEEL FAFY dFTe HE Z-test
for comparing two binomial proportionE ©]-&3}o] HAsR o, A o F2T

o4 AE A3 299 Aol Cochran A4 2 Aat,



ol oA Fdoz et A7t FAREASTF TSR A 67H(29%), ol A
3 (14%) °] om F 2FIF Fd g vl oA feoldt zpo]lE HolX
%k THP>0.05) (Table 1).

2. MEANHAF W2 H pylorie] 23 &

37N F9lA AMES AFA S nested PCRe Al gk A}

A=t el FAHuk e i zela gbdel A 3%(14%), 27 (10%),
9%)ol Y¥dS Uetilon, iz & widat gl A 29(10%) 3
S YHErdAT AEAF F9 H Z Etd zolek ZF a1 FelA
Ld &0 vate] oA folgk xbol= flATHP>0.05)(Table 2).
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Table 1. Detection rate of H. pylori in patients with burning mouth syndrome and

control group

Frequency % P-value
BMS group(N=21) 6 29%
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.



Table 2. Detection rate of H. 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 0.720% 1.000% 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.

¥ Cochran test was used.
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