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TR st EE FFe wdRE AY T AL otz AlY

d iy

(recurrent aphthous ulcerations, RAU)2 71 &3] & 4 & AYY 2oz &
A ol BEd AL HEA JA &g mAEsHA AdY A 7+ 2 7
A BAEE H opylori7t A2 LT G71ALE olFolA S 7AW A R 2
AFel =] Fdol M2 fFAtetE®E, upebx] AL oz ehd Alde] F4
Aol H. pylori7t FFS 7170 the 7149 AA o] 7Msstd et AlsETh

olel H. pylori®] 77 A4 B AL of=zebd #AFe] AJdo=M H. pylori
o] AAFS Hristel Bauak AAdista AFdisty el AR ofZetd AlYS
2 s x5 didew AT AFEie 48 3% 2 Aedd AEH W
o] H. pylori®] 5% B HAEWEE PCRS o] &3l BAH7 & b33 22 2

I AU

1. A ol=Zeld AY FAZRE de HE9 B9 325%2 H. pylori F82
2E 35.0%, AHE 30.0%9 FAHAHAES BHAT.

ALY SAZRYH 42 T2 49 15.0%Y H. pylori FH2AHE

2

¥ 1

on o

T2 5.0%, A= 250%2 FYE2HAE HAt HELSZFEH 42 29

L

75%9 H. pylori FRAAE BRI 1 T FHLL 10.0%, e 50%9] FA

e
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AR otz AY SA A Helicobacter pylori®]

TEAE B AR F&EA

FAREE WEse ®

T BfGd AF T ATA otz A

it

(recurrent aphthous ulcerations, RAU) 713 &3] & & e AYAH Zdol.
ol T Autel F7IHLoE yede sty e O o] F5A AY HiaE
dejd F Aok AL olzeAd A dBAA TIEel wEt Aolzetd AY
(minor aphthous ulcerations), tHoFZEHY # ¥ (major aphthous ulcerations), 3 2]
22 # % (herpetiform aphthous ulcerations)©.2 2FHTh $HH, AdA] o} ZER
A& WAE AR (Behget's disease)e] ol Qo 7 Fast Ao A3 7]
ToZ 282 4 Y (Regezi and Sciubba, 1999).

T Aol 71g &3] olgHe Ao EFeta ESAE AR
7hA oo WEgh A1 A UA &vh A WA F7]el we} helper T
cell(CD4") 2 suppressor T cell(CD8") H]2] H3}(Savage &, 1988)7} &A= om,
cytokine®] dFo =z FQ3st WY wifAEZ AZtE = TNF(Tumor Necrosis

Factor)-a9] Z7}(Natah %, 2000)7} &<l=o] Wlsta Qo] AAF I Ut} A,



A olzERd AYNA  HLA(Human Leukocyte  Antigen)-B129] &7}

(Challacombe &, 1977) ¥ WA E FF7 o4 HLA(Human Leukocyte Antigen)-B5

&
&

o] Z7MErsoy 5, 1977)7 BREAQowW, Wi Fy)d w2  MHC(Major
Ho #

r_>.i
o
vy
o
o

TSk a1

&

Histocompatibility) &1 F7}(Savage 5, 1988)&

ootk o9 Welstd 99, nAEsty 949 B 7]

o
{ru
r&
=

, ZEHZ,

2 %
o, dEl27] 5 7hed oy 7HA ¥lo] AAHI & wEoly (Challacombe

M= A dJAe] B AA ARG orze AYS ATA g £ Hke]
Ha Ay dFoE AAHAoY, B2 AF(Griffin, 1963, Lennette and
Magoffin, 1973)5 &3l ©<= EX wpolg| Lol ojsto] A ofZehyg HFo] A
k2 dete e #@Qdsdoh. ¥, Pedersen®t  Hornsleth  (1993),
Leimola-Virtanen & (1995) ¥ Sun 5(1996)< @Ae4 A7 2 FFELAHS
(polymerase chain reaction, PCR)< ©]&3to] A of=zeld #AYFH varicella
zoster virus(VZV) 2 cytomegalovirus(CMV)2] #&AS A3t AT

olol miste] AA ALY obZebd AFH AT BEA ekl vz A

T w9 AHolt} Donatsky 5(1977)2 Al wWidS F3ste] AAA ol ZERA
ALG &b §84 A8 (a-hemolytic streptococcus), §LEAE 54 ET=4T

1 (coagulase-negative staphylococcus) @ Neisseria®] #HAZS A|A|gE vf A}, gt
H, Barile 5(1963)> A#/d ol=ZERA HAYF WAEHFE Streptococcus sanguis (B A

Streptococcus oralisetil WH)E St ThaL S ™, Streptococcus sanguis7b Al YF

-

A HR Bag FEdtta Bustgth Narikawa 5(1995) HIAE A3 ghxjo]A]
Streptococcus sanguisE =2 WEZ Rttt Th kAT PCRS ©] &3
Streptococcus oralis AZ0 3o Folg AAE LA XA (Riggio 5, 2000) 73

FAA TN M= Streptococcus oralis7t FAEE W Al o] 2d Inkg-o]

o)

BAHA gome, WAl ofF AT ALA olZEd ALY AAORA WolE



AA g ek,

Helicobacter pylori (H. pylori)= vA &7143 2 ¢ 49 5AS AYx

focs
fr

A& &84 AdozA v 254 BE A9H A 28 2 A 24

i)

#Ee 7HAA e ALE AAAL Y. H. Pyloriv f13E, 9 ¥, B,

2 o

A e @ XSEF FolA HAHM, H Pylori AL AAAHSZ o] g
JaL Aol wEt Srbske A¥FS Hola Ve sHAINE, O HEd AYE AR
AA7EA B v7E g1tk (Goodwin 5, 1997). 7hedh A9 A=
T A AE B s 7Y HEFC AT FA(L T, 1996)F
T4 24 So] AAHL AUt} (Leung 5, 1999).

A& Wl H. pylori®] A&8Hd HEE 98] thakgh W o] AlsiE o] gtk H.

pyloridl Wig IgG FAE HEdte EA3HH AAF B H. pylori ureasecl 93] &

fu
to
2
it}
1>
+

s
fiu)
‘R
2
L
ro

e COE ©|&3t= urea breath test7} AAE A (Kosunen and Megroud,
1995). 1 ¢ AHEAS o] &3 g, 23818 @4 2 urease test(CLO test) 5 ©]

=
o]-&5°] $tt} (Fabre 5, 1994). &A%, 7 el A5 wids T3 AES 7]

rr

ZES 79 H. pylorizt EA8HA &S B9 oiygt 74 o A AdF e
AA gz Qi wEE Wk AIRE U7t FEI (Madinier 5, 1997,
Nguyen &, 1995), #7442 3 #d= 2 H4 AdF ol ureases FAsh= B

Alttol EAste Aoz dHA 07

£
i
3
a
o
=
==
re
Lo

O
2o
v}
(ol

o
oE
o
o

Goto] WSS e AE AVl e AewE dEA Ao

Ul
Wol A7) ALeATh PCRS A% e duel wstel JuHos WE
7} ot Bl W AHE doE e BE 9T

7b AgEo] gtk (Hammer &, 1992, Chong 5, 1996, Vallentine &, 1991,

(sensitivity) 2 5 ©] & (specificity)

Wabhlfors 5, 1995)

T4 2 9FeNA EAEE H pyloriZt M2 LS A7IHEE o] FF strain



ol¥] (Shames 5, 1989) T4 A% 2 AAFe] 228 Pao] A2 FAF
(Birek 5, 1999) AA ohzeby AW A% HESAIFUL 2 FHI F4
A Azl ERHelm, wekn A4 olmeby AL Bl AT H. pylori
7 GFe AANge bl Aol Asatee AR fh oldl makel AR ofx
B4 AL H pyloriol @ Felo) ATE Hista 1 A7 ARE AR B
golie BY Wt ohieh, ATt T BF ole] B WP ST B
7k Age] AR e vl ole] tig AP Barel 4P AZH Ak
oo B At AMstm ATeHet FAo] AL obmepy AFo

9 BAE ez AY 2 B AW W H opylori®] F5% 2 HE UEES

_1

PCRE ol-g3te] B7Hska, tobsh H. pylori®) 72 A& 2 w4 obzepy
A% AN ZA H. pylorie] QA B 12H ARE ANFOEA FF A

WA ohLEry A% WARH A9 D AAAY ADYF AP £ FuA



Aol QUa FoF TolA @2 AL ofZEM AYeE WA & 2079 (114]-68
ANt A ofZebg AFe] ol AAT AA AFFT A Hie jle &

2F 209 (264-584), 18|31 HiETo
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o
o
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&
o2
o
ok
i
o
A
rr
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209 (174-644) &
o A% 258 WBon P AL WaE Fol THAANALE AAT F 150
2 Aedd AUE AAs]

phosphate buffered saline (PBS)°] ¢ S+ 1.5m{ microcentrifuge tubedl] 3]4]3}
o

microcentrifuge tubedl] WAL, AFEH AAMC

Ath. microcentrifuge tube®] F74< 2 ¥ DNAE F=& w71A 20C ¥53
of E#stith. ALY A 3 2T B feh FL Aoz Y 3
A& AEE AHste 20T ¥ear

A ofzelg A FARFEH AL AAZES RAUT (BAT, n=40)°|}

AL, o] & Bl RAU 1€ (F89% A BA2RE 22 32, n=20)3% RAU 27
A8 EE, n=20022 FEI}IAT (RAUT = RAU 17 + RAU 2). 53, #Al4YH
g FAAZHE I FAZES Historyw (BT, n=40)°]g} 93, °1& T4
History 17 (T2 HE 92 XE, n=20)7 History 27 (X E] EE, n=20)2
2 FEA T (Historyw = History 1 + History 2%). PIRHAE 2o 2R
B 42 HFAZES Controld (WEF, n=40)°|2} ¥ 3L, ©]E thA] Control 1+
(FAToZ2RE 42 %X, n=20)7 Control 27 (XH EE, n=20)2.2 &34+

(Controlsr = Control 1+ + Control 20).
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AE FZE3} H. pylori®] genomic DNAE PCR

2 ol gdte] 3% F A71GEH] 1 A%E P

FH¥ AZEZHEH QlAamp DNA Mini Kit (QIAGEN, Hilden, Germany)E ©]
&3t o5 Zo] DNAE FE3tdth WA 4004L9] phosphate buffered saline
(PBS), 20u02] QIAGEN Protease, 400u(2] Buffer ALS W-5°] ¥4 A= 1.5ml

microcentrifuge tube®] Ho] &S T FA| 15%%F vortexingdtdth. 56T %

FgerzoA 1087 A7 F FA AT o thA] 400409 100% o §F-E
<= F7Vetal vortexing®t ¥ FA AAEHsIA. olFA EdH §Jo=FEH 700

[¢]

wE Fetd QlAamp spin column®l] &1 ¥ 6000xgE 13+ A4 E2]ste] of3d
fAe W olHg HABFE Hol e EFAe] o wWriA] W& 500
2] Buffer AW1S Y3l 6000xgZ 17 A4E2], 500u02] Buffer AW2E H il
20000xg® 3% d4lEE], 283 oFE &A4S WE|al 20000xg= THA] 1E3E A
AR AT 15042 Buffer AES B3 204 1837 wEAIZl & 6000xgZ 1

27 QARG F BB S98 FHEL ANl A&7 AR 20T

g

Tao] B3t Th (QIAGEN, Hilden, Germany).
A A 2AHT A5 AEF 400409 phosphate buffered saline (PBS), 204
9] QIAGEN Protease, 400402] Buffer ATLS Al87F B4 A= 15w

microcentrifuge tubeol] ¥ &3 thE FA] 15%7F vortexing?t ¥ 56C =33}
&

1Y

ST AL TS vESAI & g4 dAEdskar, U A 3g 2 FHY Al

59| DNA F= ¥ 7 Y3tA A8t A ot (QIAGEN, Hilden, Germany).



g. zepolm 4%

Musich'$(1995) % Songs(1999, 2000a, 2000b)e] A|A|gt H. pylori®] 860bp
genomic DNA $@7|XES ©]&3ste] Zeto]ln (Bioneer, Daejeon, Korea)E 733}
[ I FUIMESe 1 ¥ ad 13 2ok

nested THEL ANUSL Edfel BAHRE A7NDY FYHE =raYo

, 3 A FRELS ASol A3 Zeholm= EHC-U 3 EHC-Lo|1a %



Table 1. Nucleotide sequences of primers used in nested PCR

Name Sequence

EHC primers*
EHC-U 5-CCCTCACGCCATCAGTCCCAAAAA-3
EHC-L 5-AAGAAGTCAAAAACGCCCCAAAAC-Y

ET primers
ET-5U 5-GCCAAATCATAAGTCCGCAGAA-3’
ET-5L 5-TGAGACTTTCCTAGAAGCGGTGTT-3’

" Identical to EHC and ET primers reported by Song et al, 1999

80041 CACAAACATG GGGGTGAGTT TCACCCCTGC TTTACCCCTC ACGCCATCAG TCCCAAAAAT
80101 TTTCATCGTT ATAAAATACC TTTTAAACTA TTTTTAATCA ATTTTTAGAT AGAATTATGC
80161 CAAATTTTAC ATTACAAAGG GATTAAAACA AGGCTATGGC AAATCATAAG TCCGCAGAAA
80221 AGCGAATCAG ACAGACCATT AAGAGAACCG AACGCAACAG GTTCTATAAA ACTAAAATTA
80281 AAAATATCAT TAAAGCCGTG CGTGAAGCCG TTGCTGTCAA TGATGTAGCA AAAGCTCAAG
80341 AGCGTTTGAA AATCGCTAAT AAAGAGTTGC ATAAATTTGT CAGCAAGGGG ATTTTAAAGA
80401 AAAACACCGC TTCTAGGAAA GICTCAAGGC TTAACGCTTC AGTGAAAAAA ATCGCTCTCG
80461 CTTAGTTTTG TGGCGTTTTC AACTTCTTTA AGCTCAGTAA TGGGTTTTTA TTATTGGGCT

Fig 1. Location of EHC and ET primers in genomic DNA of H. pylori
The diagram is partial sequences of H. pylori strain 26695 that is
registered in the GeneBank (GeneBank Accession No. AE000511).
The sequences of designed forward and reverse primers of EHC
are lightly shadowed. And the sequences of those of ET are

darkly shadowed.



o FRELAHES

H. pylori genomic DNAY A WA PCRS ¢lgt &3FEL 10mM Tris-HCl (pH
9.0), 40mM KCl, 1.5mM MgCl,, 250uM¢] dNTP, —1g]il 1U9 Tag DNA
polymerase”} EZ3H AccuPower PCR Premix (Bioneer, Daejeon, Korea)ell 1u0<]
3 DNAY z+7} 05pMe] EHC-U 2 EHCL primer® E@de] HE 237} 20
wW7F B 5 3t (Bioneer, http://www.bioneer.co.kr). & PCR2 3 &8
of 9kx 95Tl A 583F 7FE 3 thg 94TolA 45%, 59ColA 30%, 72ColA 45%
2 o]Folx F 403]9] 2% F 72T oA 1023 ¥H3AI AT

H. pylori genomic DNA® F WA PCRe #3t £¥E2 10mM Tris-HCl (pH
9.0), 40mM KCl, 1.5mM MgCl,, 250uM<e] dNTP, 18]i1 1U9 Tag DNA
polymerase’} EZ3H AccuPower PCR Premix (Bioneer, Daejeon, Korea)ell 1x0<]
A WA PCR 2HE3 Z+z; 05uMe] ET-5U 2 ET-5L primer® X33t X5 F
7} 20u07F H =5 3T} (Bioneer, http://www.bioneer.co.kr). 2 PCRS 3 2%
8ol obAl 95Tl A 5&3F 7HEd thE 94T oA 45%, 59T A 30%, 72T A

4527 o] Folxl F 2539 2w § 72T A 1023 vHeAI AT

&

A, =2

il

PCR FZ Al

[

A B-globin primerE ©]-&3t PCRS AldgFo=z
# DNAY EAAREE st or, &4 dlZT(negative control)= vl F Al
T35t LHAARE FHSAT. FA =T (positive control) 2= H. pylori 7+

dol e Ao A F=E3 DNAS ol & zH ¥ 7teids 1l

Ir

Astder £33, ZF PCR AHE7F e A8 maegS WA $ske] PCR
EFEY A= PCR 73 ¥ PCR 4= HE2 A= Ad F1olA 533
T} ZE PCR #7432 DNA Engine PTC-0200D (MJ] Research, US.A.)ol A 834
t}.

_10_



HEE A7|FEstA MY A7) WE ol AYE HIAFOEZMN o] AV|E
=319t DNAS] =7] A& Z+ 100bp DNA ladder (Bioneer, Korea)E ©]-83}
At BEE H7195 #7482 RunOne Electrophoresis System EP2000 (Embitec, San
US.A)olA F3sATh

F719%F°] H5E ¥ UVlvue Transilluminator STX 20M (UVItec, Cambridge,
England)$ ©] 83} geldl 312me] #F£]d-S AN ZH PCR 4AHES AE3IAC
w, 1 A3+ Polaroid GelCam (Polaroid corporation, Cambridge, US.A)S.2 Z
Gkl 7158k

ok @714 4 2AuE

FTEHE 72t AHES 1% agarose gel oA A7|9E3te FFHAFE SIS
% QIAquick PCR Purification Kit (QIAGEN, Hilden, Germany)< ©]-8-3}¢] “g A s}
o HF F97F 50u7t HEF Stk AA® DNAS FF22 sk PCR SF

S

}&¥ S primer?} BigDye Terminator Cycle Sequencing Ready Reaction Kit
V2.0 (Applied Biosystems, CA., US.A)& ©]&3t A7 d AANES A3
o A8 ZAANS EFEL 24l Terminator Ready Reaction Mix, 1ul
primer(3.2pmole), 5x0 template DNAE X33t FHF F97F 107t HE=E 3
o, A7IAE AARSS 9% PCRS 96TolA 10%, 50T A 5%, 60TAA 2%
o7 o]Fol F 3039 redor FPEUT

HESAE S dEe WS AHEEte] AAlstal 2o]23tE formamidest &3
% 95TCoA 3EZF 7193ty dSolA FWste DNAS denaturationA]#]  ABI
Prism 310 Genetic Analyzer (Applied Biosystems, CA., US.A) A5 F7|AE &4

_11_



718 olgste ArdEsidtt. A7dE o BAHe AER= AAtes ABI

Prism 310 Data Collection Software 1.2 (Applied Biosystems, CA., US.A)°l 4¥
A7l & Sequencing Analysis Software 3.4 (Applied Biosystems, CA., US.A)S ©]
&3t A7IAES AASAY. e @7IAEL Sequence Navigator Software
1.0 (Applied Biosystems, CA., US.A)E ©|&3td FHA 23] Accession No.
AE0014392] Helicobacter J99 Strain®} Accession No. AE000511¢] Helicobacter 26695

B R RNt =Y
ol B4 2 £

1) RAU<, Historyw, Controli*# RAU 1+, History 1%, Control 1 %
RAU 2+, History 23, Control 2 Z}7+e] H. pylori f7Ake] &g ul
=& FAbeAT
2) RAU+, Historyw, Controli#zt H. pylori r3x}e] AR
Wilcoxon rank sum testE ©]-83}e] vlal 37}t
3) RAU 1+, History 1<%, Control 153t H. pylori 32+ FAR = 9]
2ol & Wilcoxon rank sum testE ©]&38le] Wl H 7153}
4) RAU 27, History 23, Control 2%t H. pylori f-7x}2] <F/dHl
z}o]Z Wilcoxon rank sum testE ©]-&3}e] Hlu ¥ 7}s}sch
o]’e] Aol A FAAB = SAS program 8.1 version (SAS institute, US.A)S

SEEEREEE-EE

_12_



A
o] PCR FFi=S #ET + UAMen, 3 WA PCR SFA=S FIL=E 3
nested PCROIA 1% B} o] A tx2TS vIESE T oA 230bpe] HF4A
= HEE 5 ddT

M Aal Ap1 Aa2 Ap2 Hb1 Hpl Hb2 Hp2 Nb1 Np1 Nb2 Np2 P N

417bp

A

M Aal Ap1 Aa2 Ap2 Hb1Hp1 Hb2 Hp2 Nbi Npt Nb2 Np2 P

N

230bp

_13_



Fig. 2. Electrophoretic patterns of PCR amplification products of H. pylori

gene.
A. The first PCR products (417bp)
B. The nested PCR products (230bp)
The amplified products were separated in 1% agarose gel and
directly visualized with ethidium bromide under U.V. light..
M : 100bp DNA ladder
Aal, Aa2 : Samples from the lesion of RAU patients
Apl, Ap2 : Samples from the plaque of RAU patients
Hbl, Hb2 : Samples from the buccal mucosa of RAU history
patients
Hpl, Hp2 : Samples from the plaque of RAU history patients
Nb1, Nb2 : Samples from the buccal mucosa of normal
individuals
Npl, Np2 : Sample of Plaque of normal patinet
P : Positive control

N : Negative control
2 FENEY GNGEH

PCR F3A4HE9 @714 88 EA4sIH o™ (L9 3), ©o|& Genebank®] H. pylori

o] P71 LE3} vl A3 A} strain J999}= 95%, strain 266959+ 92% 2] A

_14_



TG Il I TG T TR M ol T o T L S TG T 0 eleita 8 7 7 G Tl G Il o Tl T 57 ™ g™ ™ Tl ]

ETT R AT T ST AREGEs TTTTRb ik bk RCTTT T Bl TE T NP
(L] ra i | [y | [L1] 1 TH

L RGN [ ] e i

——
| R TR T PO o 0T T TR T T T T M M Wb 1 A BN TR BT T T LT TR
AL L ] 11} in b1} [¥] il ] (1] L] ]

TG M T TR VRN TRCTTT AT RRTL T T T GRTIT T TUIT G T G s i
i ] T (11 ] i L} THE i[I'} EH |

Fig 3. Sequence analysis of the nested PCR products (230bp)
A : Forward sequence

B : Reverse sequence
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Table 2. Comparison of coincidence between sequences of PCR products

and two different strains of H. pylori from GeneBank

H. pylori strain J99 26695
GeneBank Accession No. AE001439 AEQ000511
Area of coincidence 77750-77932 80220-80402
Rate of coincidence 174/183 169/183
(%) 95% 92%

3. AT, ¥E T, ETAA H pyloi AR FAHNE

RAUTIA 137](32.5%), Historywoll A 671(15.0%), Controlz*ell A 37H(7.5%)<]
H. pylori ¢34 35 H A

S, RAUTY 749 RAU 1A 771(35.0%), RAU 274 671(30.0%)2] H.
pylori F3AH/E ¥ 3L, Historyw 9] 7-¢- History 114 170(5.0%), History 2+
oA 570(25.0%)9 Y ZE#HE EAt Controli¥ 75+ Control 1A 271

(10.0%), Control 2|4 17](5.0%)2] F¥AHZAIE RAT (3F 3).
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Table 3. The incidence of H. pylori in RAU, History, and Control group

Group Frequency (%)

RAU (n=40) 13 325
RAU 1 (n=20) 7 35.0
RAU 2 (n=20) 6 30.0
History (n=40) 6 15.0
History 1 (n=20) 1 5.0
History 2 (n=20) 5 25.0
Control (n=40) 3 7.5
Control 1 (n=20) 2 10.0
Control 2 (n=20) 1 5.0

RAU : Samples from both the lesion and plaque of RAU patients

RAU 1 : Samples from the lesion of RAU patients

RAU 2 : Samples from the plaque of RAU patients

History : Samples from both the buccal mucosa and plaque of RAU
history patients

History 1 : Samples from the buccal mucosa of RAU history patients

History 2 : Samples from the plaque of RAU history patients

Control : Samples from both the buccal mucosa and plaque of normal
individuals

Control 1 : Samples from the buccal mucosa of normal individuals

Control 2 : Samples from the plaque of normal individuals
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4. AT, BT, 2FNA H pylori 3849 #ANE ¥

RAU<, Historyw, Controli#dllX Hpylori 349 WdWIE=E RAUTH
Controli¢] Hluo| A FoJaE E O} (P<0.01), RAUT Historyw % History

T3 Control#9] HlWME FoJAE HolA et} (X 4).

Table 4. Statistical significance of incidence rate of H. pylori between RAU,

History, and Control group

Group P value
RAU - History 0.0676
RAU - Control 0.0055

History - Control 0.2915

*

: significant difference (P < 0.01)
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5. 34T, BT, 2T A3 FEAX H. pylori AR TR

Table 5. Statistical significance of incidence rate of H. pylori between RAU,

History, and Control group in buccal mucosa

Group P value

RAU 1 - History 1 0.0192"
RAU 1 - Control 1 0.0616
History 1 - Control 1 0.5533

*

: significant difference (P < 0.05)
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6. M, HEYE, WETY HH EEAAN H pylori FAR9

e ®E9 A9 RAU 2% Control 279 Hlwel|A FofxE HYow
(P<0.05), RAU 2+*7} History 2+ ¥ History 2% Control 279 Hlu A= {9

AHE HolA &3dH (& 6).

Table 6. Statistical significance of incidence rate of H. pylori between RAU,

History, and Control group in plaque

Group P value

RAU 2 - History 2 0.7266
RAU 2 - Control 2 0.0399°
History 2 - Control 2 0.0803

*

: significant difference (P < 0.05)
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Eanilag

=, 77L& H. pylori ZF9 AZALZE A #AS F1 de F92 XH ¢ g
Aol H. pylori® 7Fsd TN AGA2 AZ4H At (Desai 5, 1991, Kim %,
2000, Majumdar 5, 1990, Musich &, 1995, Nguyen %, 1995, Pavelic &, 2000).
Krajden 5(1989)2 H. pylori 7ro] &<l¥ 22t X e 2 HE, Ferguson 5 (1993)
L Ao 2Ry wYAALE 539 H pyloris AZE3IATE 3HA%, Bernander &
(1993)2 1 A2 gk mjFAANA FAdol &dd SA=FYH L2 A8 =
el o] wjFAALN A= H. pylori

(1996)% 415 A7E Rastdrh Li 519 9 4@z Mg 8 2294

29 wjFAA elA FAL B BA} 39%F 299 (74%)2] X Bl M PCRE ©]&

. pyloris AZ3FATE Albenque 5(1990)2 foldAl S4ES Ko Hol=

H
% H. pylori Z4E& S77F vk BRustH A efd o] H. pyloris ZIsh= v
Mz A8 4 Jdoha 9 r. 88, FusobacteriumS X el B AT AT 92
of Fa83%t A& 3L, Fusobacterium®] H. pylori7t Aoz FRroz

(Andersen 5, 1998), H. pylori7} X€] ol AT 4 = AoZ I A U

TAW H. pylorie] SHELS AgbeS 97
C %7}, 860bp genomic DNA, 26kDa T & Fx2+ F 16S rRNA 3%} 5ol
o]- 5o} gttt Nguyen 5(1993)2 165 rRNA Ao th3h ZelolwE o] &-3}o]
=3t
Ak, Hardo 5(1995)& U8 Zetolw s o83t 629 F A 1%H(1.6%)) AH)

\:L:l

Ao 2 urease A XA}, urease

H. pylori 9189<S 7F 18] 3zt 5 79 (38.8%)Y] X EHl A H. pyloris

o

ol ATt H. pyloris HZE3IH T Birac 5(1992)2 26kDa T A {5 xFHoZ
1249 F 1298(9.8%)9] A &lelA H. pyloris HEIT FHAT, Wadstrom 5

(1992)2 10W= 9%¥(90%)o1 A H. pylori %A<S RI3tAth Bickley S(1993)&
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urease C f-ZAte] It primerE ©]&3t 1089 A E|E ZAF Y H. pyloris
HE3A] EIdoka A TH (Asikainen 5, 1994, Banatvala 5, 1994). Song 5 (1999)

L 4099 Ao AE|E 0] 83} urease A FHAL9F 165 rRNA 34 2 860bp

£

genomic DNAE %ZOo = st zpzho] xzejolme] HEwS Hlustled 2
26.5%, 78.9%, 100%°] dRE-Eo] YElytial B sttt ofo] & Aol = vl
A Hpylori fr3dxkell g HEso]l 53 Ao=2 ¢# % 860bp genomic DNAE
FAHo =2 3h= EHC primers 935ttt g3, Musich 5(1995)& nested PCR¥
2ol ¥a} PCR &S %20 = 3lE primers ©]83le] o]zt PCRS AlFste 7

ettt shglom, webs & AFollA = 417bp
F719] I3 PCR &S ¥ 2O 2 3= ET primerE ©]83l] nested PCRS A3}
skaAth

Birek 5(1999)& 3999 AurA olzelA HAS 77 SAF 327 (71.8%)0 A

- AR e HESO] T

H. pylori %35 BRIk stAA LA ofzetd A%F H. pylori®] #H8ES Al
AlEFA T Riggio 5(2000) 289 9] AA ofZely Al FAF 39 (11%)1A H.

pyloris AE3AHa Baustch kA, ALA ofZeld A% 7 s gy

¢

o2 AT At HAM= 794 A= AlE BASHA XEAT (Poter

AY TEI} APFY TR MmN A F

¢ EETH 2T F29 HlaelA fFoAE HA (P<0.05), AEH EE o
E B2 HAM = FoAE oA kAW (P=0.0803) L oS wiAR
Age] EAsh= Bxp BRoM g Aol oA 2L + 3

£ b5Ae Y AL doa BEE FAHOE Agel WA 5T B
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H. pyloriz &w53t= AZaE AH7E &8s Aoz AZ4dd. 774 WelA H
pylorie 8L glo] wWigFo] HA e FHFUE EAsH, 5821 stelA &
Hol 42 4 AJY (Shimoyama &, 2000). g#H, Young & (2001) FAFHAA& |
= ol&ste] 7 R SlolA b B FAFE S H opyloris #ED 5 AT
Baustat. &, AFo=w et Aol H. pylorizb F2H a1, o213 H. pylori7}
TR FREoEN AL ofzeA AFY A ExdaE Hgst= A
o] ofd7} FEE + 3
Itz oz Ao wel H. pylorie] FEE&0] AR Aol o]+

< 13¥ F Atk Nguyen F(1993)2 H. pylorizt 77 Wel d¥stA EX3ta
AR 7] WEol FYJY AE tE R RE 4 XY HE F s
AT H. pylori7t AEH AT 3tATh webr, EAF e w2 AFAs
zpolE MiAY & gle Aoz AAddd. w3, 7AW WG AdF ot I
He JAAAe EA4E 13T 4 Utk Nguyen 5(1993) 4L Hole X
H. pylori 0] &2+S 71319 < B FHer AgHr e ey, Az g
ASHEE Ho dAdAe] EAE AAlstAd. 8, 7498 ZElet Ho pylori

FARES Abolole ME JBBAZE EAst] =FE AAGHA A FE2I BF

|
2

o

of Hl3led CLO (Campylobacter-like organism) ZAFNA F98tA =2 H. pylori 7
&S BT Y (Aveu 5, 2001). ©o]= A® FAFHS] FF AFs-ghAdntg
HA97F vol B4 #7143 AT (facultative anaerobes)d] F241S Yo7]31 o] A
FIES HEAA pHE RF S22 H. pylorie] B3 fralgh 4t
ABRS TEY) W72 Aog A ok WA, NFAE BEA H. pylori ¥
S

ARIE Abolo] AdAS MiAlE & fle AoE A4ddEn.

2

pylorioll 2]}

o] AAPE A=3stal 54 T lymphocyte subpopulation®] &3z 37 lymphocyte

FEse WY7)1-dL H. pyloriZ} lymphokine, 53] IL(interleukin)-8
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chemotactic factord] #HIE fFE3te A2 deA AUtk H. pyloriol &3t &4

ofate] AAHE FrYol g HHEds AshA doo 2N A XA apoptosis)
S 9o 4 Juh A, Guruge 5(1998)> HEh F=EAlo tigt AdFe 74

A &3 WSS AtEY BFo g 28 § Ak Hise
o @9, 72 Ul $AUESE FaAQ0 A9wists dos)a, o2 Qs H. pylori
7V AR W FemEe] g3tE epitopedd A FAFSEHN epitopec] I

A7V A 7 AR ASE 4 A Atk (Van den Brink 5. 2000). =, H. pylori7}

it
o

24 obmepy A% WG] oA E
pylorizh B2Z Q1 QA2 2Hg-3tal Qe Ao Z A7Zt=E 1 ot (Birek &, 1999).

pyloriZt F-2r=]o] 7F=(sensitization)
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wol A FoxE HAen (P<0.05), AF 223 AFEE 22 2 AdEE 229

Nz 29 BludA e FYAE HolA EUTh

o]

o

yol ATE FUSe] Heke W ALA obxepy A% By A F

YU=Z H. pylori®] 7FsdE AXNE & A& ASE AMRHM, H. pylori®] F73H A

Lo
ol
o

FazA Aeje] GPel U AR AL + e 2AS Hasdn FF o
B HES YHOE WS, MRS, B4R A7 5 3usty 3y
9% Ao Bayel glon, £ H. pylorizt A0 © AAY AN AL

obreby A 9AY

2 oz AmEE vlolth
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ABSTRACT

Incidence of Helicobacter pylori detected by PCR
and its Relation to the Potential Etiology of

Recurrent Aphthous Ulcerations

Hyeon-Cheol Kim, D.D.S., M.S.D.
Department of Dentistry, The Graduate School, Yonsei University

(Directed by Prof. Chong-Youl Kim, D.D.S., M.S.D., Ph.D.)

Patients, referred to the Department of Oral Diagnosis & Oral Medicine,
College of Dentistry, Yonsei University, for recurrent aphthous ulcer (RAU), were
subjected to analysis and evaluation of the presence and the detection rate of H.
pylori, obtained from ulcer lesion on buccal mucosa, from normal buccal mucosa,
and from supragingival plaques, with the use of polymerase chain reaction(PCR),
to assess the role of H. pylori as an oral reservoir as well as an etiologic factor

for RAU. The results are summarized as follows.

1. In a sample of the RAU group (RAU patients), 32.5% was H. pylori
positive, of which ulcer lesion on buccal mucosa and plaques showed 35.0% and
30.0% of positivity respectively. In a sample of the history group (patients with
history of RAU), 15.0% proved positive of H. pylori, in which buccal mucosa and
plaques indicated 5.0% and 25.0% respectively. Finally, in a sample of the control

group, only 7.5% tested positive for H. pylori, in which buccal mucosa and
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plaque were positively identified with 10.0% and 5.0% respectively.

2. The RAU group and the control group showed statistically significant
difference (P<0.01), whereas no difference was found between the RAU and the

history group, or between the history and the control group.

3. Significant difference (P<0.05) was found when the buccal mucosa of the
RAU group and that of the history group were compared. However, there was
no evidence of significant difference between the RAU group and the control

group, or between the history and the control group.

4. Significant difference (P<0.05) was also shown between plaques of the RAU
group and those of the control group, when there was no difference between the

RAU and the history group, or between the history and the control group.

Based on the data stated above, this investigation supports the hypothesis that
H. pylori can be considered as a possible etiological factor for RAU, and that
plaques play a role as an oral reservoir of H. pylori. However, need for more
profound and comprehensive study (such as immunology, microbiology,
molecular cell biology, efc.) can be required, using more subjects. Additionally,
the investigation of the relationship between the RAU and the gastric ulcer, of

which H. pylori is the cause, is considered to be of value.

Key Words : recurrent aphthous ulcerations, Helicobacter pylori, supragingival

plaques, PCR
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