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## 5074762130 : MAJOR MEDICINE (GASTROENTEROLOGY)
KEYWORDS : HELICOBACTER PYLORI / CAGA GENOTYPES / HRGA GENE /
PEPTIC ULCER DISEASE

CHATPORN KITTITRAKUL : RELATIONSHIP BETWEEN CAGA GENOTYPES
AND HRGA GENE OF HELICOBACTER PYLOR! INFECTION AND PEPTIC
ULCER DISEASE IN THAILAND. ADVISOR: ASSOC. PROF. VAROCHA
MAHACHAI, MD., CO-ADVISOR : ASSIST. PROF. RATHA-KORN
VILAICHONE, M.D., 97 pp.

Background: Association between cagA gene and hrgA gene of H. pylori

infection and clinical outcomes were reported especially in gastric cancer.

Aim: To study the relationship between cagA genotypes and hrgA gene of
H. pylori infection and peptic ulcer disease.

Methods: Patients with nenulcer dyspepsia (NUD) and peptic ulcer disease
(PUD) were investigated with esophagogastroduodenoscopy and H. pylori infection
was confirmed by culture. CagA genotypes and hrgA gene were examined by PCR.

Results: 100 H. pylori isolates were examined. All had cagA gene. CagA 2a
was found in 72% in NUD and 76% in PUD (P = 0.648). HrgA was found in 52% in
both groups.

Conclusion: No relationship between cagA genotypes and hrgA gene of
H. pylori infection and clinical outcomes.

Department: .. . Medicine..............
Fieldof Study: Medicine..............
Academic Year: 2006
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NIzNzaIMIEtn MALT tNaUeaNdn 1% Ludsaie Helicobacter pylori [28]

nNsnndniEa  Helicobacter - pylori #1%1303NHSANZISIFAANTINUASITBINTEINIY
8191978A MALT szazil 1E 16 Inennliifianisnauauesatanysnd (complete remission)

Funeugthevamee [29-32]  widsldfinnsdnefidlunnsdneuuugaifings
AILIAN (randomized-controlled trial) IALITTNLAY ﬂ’]ﬁ‘ﬁ’ﬁm%@ Helicobacter pylori @71H170
SnlsAnzSerentwineenITza Tt MALT Iaeinlfifanisneuaueseting
auiysalld 60-80% waz@in 10% donsiilspusienassieardinten Junguiifinismeuaues

Ny sy § 10-35% Anudinisnauiudnaesisa lugosiningannniy
Ispnsnluatiau (GERD)

a A dl ! & a é’ . . 1 -dl ¥ o '

WaRAnNTEadnlsansa lvatenuazn 1smame Helicobacter pylori lalinaadasriu ws
ANNNTANEN IUTEEZNANRBNINLGY NMSAAERe Helicobacter pylori anaazdanaliiiannig
flasiunisiinlsansnluadeuls Wesainnudn AntgnaeIN1IFnEe Helicobacter pylori T
gilhelsansaluadieutiun tnaanizinsnme Helicobacter pylori NNAYINIWKIIEY [33]
wwaliiupaugnaasnIsfialme Helicobacter pylori ANNTMNNAATANUNTIRTsTniuTsn

¥ o a ¥ al -l% o o o dgj . . %
namluadian ansninialsansaluadauiinlundsannnnanida Helicobacter pylori lUu&n
[34] waz nsANNTRALTe Helicobacter pylor M ANANITENALILTIING body 18INTLNE
amsudainliinimdinsalunszimnzeiuisanal AWRNIRANNFATIWI N1sRRLTe

Helicobacter pylori MM IAANTENIALLIIING body URIAILNIEBINITUAIN WINNTUAINTA

'
= o

lunszmnzainizanas M lvitlasiunianelsansa luasiaunsnsnean LLrﬁiﬂ”\ﬂaJwaﬂﬁmdﬂ
NAsN1aALTa Helicobacter pylori Auasianianialsansaluadauauunlud [35] e 1 lilena

nanluadaundainuuea [19, 23, 36]
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gasiy n3sndulalunislinnsdnunnisiniie Helicobacter pylori adlimasAniiad

= a % ~ A o o , = oY i
AR lunaiinlsansa lwadiauvdanisinnlilsansa lnasauusiaa aaanndala
nangnuldn

Tsnduruanmiiaanisagadnszmizeavinsuazal&idn (Extragastroduodenal
disorders)

nshaide Helicobacter pylori ﬁmmﬁuﬁuﬁﬁuiiﬁﬁuﬁ@gu@ﬂ@zmmwLﬁumm@

1Hun Tsnduiaaniinlagasiy (coronary heart disease) lsARAWS 11 rosacea way 1sm

@uﬁwﬁliﬂmmmma (idiopathic' - urticaria) Tmﬁ”m@mﬁTﬂ?‘iLﬁmmngﬁﬁuﬁmmmuLm

(autoimmune thyroid disease) LL@:ﬁé’}Lﬁ’ﬂm@’mﬂ’]?ﬁﬁmﬁmLﬁﬂm[ﬁ:"} (thrombocytopenic

purpura) 12ALABAR4AINNNITNAMAN (iron deficiency anemia) NMzisellug (Raynaud's

phenomenon) T3auilaudy (scleroderma) TsatamAseelaingi (migraine) TsA Guillain-Barre
'

%’ A dld ° 1 AT .
syndrome LL@KIW’W'\L@@ﬁ“ﬂﬂﬂ'ﬁi’mLﬂ@ﬁL@‘ﬂﬂﬁl’]LLUULLNVI?’]U@']LMG‘] (idiopathic

thrombocytopenic purpura)

a A o & a dg/ - . A A ¥ [ 1 d”
mmmgmmmn@immmﬂummmﬁ@ Helicobacter pylori Hpnuneatasiulsaanil

fun nnsdinenszgunalnnisudefinaesiaen (coagulation cascade) @t/ luseAuan’ ot

U

1
aal

(Fa5e N17danNRANNTLINARTe9aRALAaA (atherosclerosis) LATNITNNAIHINNAUA YD
a 1 d” . . [ a v o Y a dld %
WAURALAUITNINTE Helicobacter pylori AulauAanedrtlag Aliinn1znin1saia

o

a v o (P
AHANAUNINNANEIARIBIALEY [37]

AL N9RTIANITR Helicobacter pylori Tugilasidulsasanatadinasiu wdalinng

fnulnenisnndnime Helicobacter pylori auilu@enpasiansnaiinpauelliunisinman)

a99l7ALIU

NWENBRANINUAINTANLTED

a d” . ., © Y a a a | ° o
N17RALTIR Helicobacter pylori MAiAaAuRaLUNRIaINsznIzaugilua1fAL a1n

9 = X o o w °o a 2 o o |
mmqwmu@ﬂiﬂwmmmgmmmﬂmu TmﬂmmmummmimLuu‘imuimumim auaLilu
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a ¢ o

ﬂNLLﬁ‘ﬂIﬁﬂ Correa WarAny [38] mmmﬂmﬂw 4 GNmmimmmmmnmmmm

u

mmﬂmsﬁmuuwummmumﬂmq

Normal mucosa

/7 4 H. pylori

I Chronic active gastritis I

Immune response, diet,
gastrin, host genetics

Ac:hlnrhyd ria,
carcinogens

I Intestinal metaplasia

I Gastric atrophy I
|

¢

I Dysplasia I
N/
I Gastric cancer

v
o

! %
917 4 A1AUTUIRINIINANLITNIZINIZAMNI IALAANUNUNNTENES Helicobacter pylori

| 1
=

warilads auNNNARaNTARANZIN Fnlllasainatsudunas1elag Correa WAZATLY [38]

v
o o o

1 &
ANFUTULRINTNANEITNIZNNZRIWNT BRNANNNIRARTE Helicobacter pylori N
HannsdniauTautiayfionszinizanns  tauenizn1anszsun 198 naLNE AN T lasl
Th1 lymphocyte) #AIAINNSAANTEINIZENALLLLRELNALLAY Az iANg

[ 1
o A

snausuuirefalaaNnseniau@sunauiiluszas (chronic active gastritis) Aeuanglugily 5

dUn  Thi

TeazinanaenTianswiideiinasinde Helicobacter pylori of [16] Wivaziidinaite

Helicobacter pylori @’]’Q’WZ13JVI?’]U'§’]Nﬂ’1?@ﬂL'ZQ‘LILT’I@?JLL Lummﬂmiﬂumm?
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71 5 nIzinnzaImIes

————

ﬁm@nﬁhucle@@ﬂ- wazsianudulsitieyiadalign

421 antrum HidAlRana19 i

e a0 77
=Tt e P -

o TN . -
A mmma@mu Aanandlugilin 6

AUEINENINYINS
ARIAINIUNNINGAY
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31N 6 nIzIWIzeIUN9d (multifocal atrophic gastritis) LEl@1]ia

NILINILBINNTEIY antrum &l lonuclea ﬂﬁ‘quﬂ(aﬂ LL@vﬂﬁ‘u@’]ﬂﬂﬂ@\ﬂﬂ

J..rr..r.- r
s onf

’memum LL@VM@JN’Lumuﬂ,m@ﬁmqaﬂma e 11]a1L @UMN@LL@QﬂﬂLWluVleF;ILuT’JLEIﬂW\‘INﬂ

(fibrous tissue) [39]

o = 41' .
ﬁntestinal metaplasia

)

mmi‘wummamma reﬂfo& OXygen species Wimﬂmmﬁ‘mmﬂ ALduLe (DNA) g

i wwwwmm
AR ANNIUNNRIINYIAE

enutasrevidiayio i iuuuy

lEiaUNUR9A M IN pananalugiln 7 m?kll,auﬁlﬁm%uﬂmwimﬁm

3
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mult'*ocal ultifocal atrophic gastritis) WATH

ol R *,|'r'

‘LlNQi}lﬁ‘l;kﬂ.jH ‘]JN')“JJ'rJ ATl (intestinal metaplasia) Tnel
e e

7N 7 nazmnzenmisdnians

UFNNNITLag Lkl Ay

HaadigayionNaaumleuauulss (orush border) ¥ 'm'] agatue g |mieutuiinglu
A JI_}--JI:--”_r,‘.F »
\eayHareda 14 [39] ”“-:

qQ

TEB A S

Q /- Va
i/

Elj )
Aemeitiadunsiinide Helicobacter pylori 1ia mmmMLﬂuﬂaﬂumq il 2

-

-
mﬁﬁqﬁ'ﬂmiM Helicobacter pylori

zm An ﬂ?qu@aﬂfﬁﬂﬁ?ﬂwdmﬂ@mmq@%Lmumma‘mumu A mmu%m"l,u
FRINIIN

EREHAEIOIE A M

NANEAE ﬂ@NQﬁﬂ’]TQu@’ﬂﬂiﬂ‘V}Lﬂuﬂﬁi‘qu@ﬁ/ﬂﬂd@NUi‘MLmu (gold standard) [40] ATLAeN

v
o Y

CE ) ﬂ’ibﬂ.ﬁmﬂiﬂmﬂm Ne

usmﬂiuma‘mmu% AerAanntiadunnsinite Helicobacter pylori VlLWJ'bZQSJﬂ‘LIN‘]JQEILﬂu

el
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'
o A

N17909 88 NF89N17N12409NAAIATIANILAWAINNTAIUF L

1. N1IATIATULLANIINENTANEN

sinlaennssatuiierensyinzemiamnindesnsanaiuevnsdoudu  udeninly
PIAMNNENTINEN AZANHNINAMIANLINIENELILEINT AN 2N IUAZA RTINS T
Helicobacter pylori 18laenss dan Aa AN L (sensitivity) WATANNANNNE (specificity) A
(>95%) LL@:mmmmimﬂmﬁummgumwmm@fé”ﬂLmuﬁLﬁmqnmiﬁmsﬁfa Helicobacter

a A

pylori 16 daids Aa 1Auwe AeRlouazA NgNAeNTLeLiL AMuuLAY BNITWIe

NITINNZAMNINAIA99A LFLAMTBINILUNITANVNTNFATULND ATININIDINITBNE UATAIIN
I TYIDE B UNATUIUENINNENEINET 99T AN 1919IN19RsIaazanasingLna 13y
gueie W enUfjieny 81 bismuth uaz BnaanInlunsznizasngs PPl (proton

pump inhibitor) 111411

o Z// =KX a o ) Y o QQ’ &9, 1 £% Qg’ dl cg:
AR AU WA ATLILaTedNIZWIzeIMN TRt Ntes 3 T IaaulleTuan
130U angularis MNTWAINLENNL greater curvature 189 Corpus WATANYMINTUAINLTIIN
4 B

dl dl v aa [ %3 v dl QI o
greater curvature 184 antrum LW@%@tlmmﬂﬁﬁqu@@ﬁVIﬂﬂWﬂﬂmﬂﬂmm [41] N1TLNNNTTEI A

Ll
¥ 1

v v v
Tuileandaun corpus v lddNNsaRTIANLINNSRALTE Helicobacter pylori AANTIUEN

1lsvan0d 10% e U UNIIAATILILAIRNIZLFIN antrum LNeNasingLRen [42]
. —
2. n1ImsaTiiialag 1 rapid urease test

ANNNINAIANLNNIRAES  Helicobacter pylori innasdn sfinmantls  (active

. . Qdagll o o ¢ djj o o Qy dal,
infection) TasRadazaddanisnianuredeulaieFes (urease) 199@A NAIRINAATULD

U

NILNNZAIMN TN NNABIATIAN AL IAIUFALLAY N TUeSLUAa  (agar gel) Vi3

= !

: J . A 1 W = . o
LOUAIIA (reaction strip) NNANTEL3El (urea) wazAa1INLasuanINAIANNITRNIARANY (pH-

¥
A A =

sensitive indicator) a¢ fnlwiuedeulasiyTieaanniaia Helicobacter pylori 9t 8Eafiazgn
wlasudunanluidle (ammonia) waglumsuelum (bicarbonate) HaznnliAaIANLTlLN
. X = A o A d A . = , o o v c

ANNENTY  Teazilanudaesasnnlasu@nuAiannuilungasng  inTiauisaivdasdiag
wraunumalaaull vinlimsudniiniskiaime Helicobacter pylori MARIA rapid urease

test NNIEIDYIUATBUNA LHAILE 1-24 FaTus



22

AN 99ENIAIINIRE >90% LAY ANNNANINNE >05% [43, 44] ENTIENNNT0AR
Ll?rmmu?@mmmma?mmL@uiﬁnﬂg?mmml,%@ Helicobacter pylori i enififiauy &1
bismuth Lag ﬂmmm‘miumzt,qumm?mﬁm PPI (proton pump inhibitor) dudu anunman
AlT89N NI BRI 25% [43] WAXNNIAAAEARANANNUNATLNILINZAMNT

v
a193¥anAN lIWATAN negative predictive value 184N13R TR AReR TR LAWY [45-47]

vy A Add’l A o Vo % I ¥ < |§ 1 o
1RATRINTTATIRITY AR TIATEN ‘VI'WVLﬂ\'I'Wf;I 1@[34@?1@1&‘1]’1@?%@&"3 LLZ\]&VLN‘IJuﬂﬁﬂUﬂQ'TN

o U o mdd’/ [~ ala an
Uy I094R99a TN alduntesld luniapann
X

3. NITWIELTR Helicobacter pylori

1 = Qdd‘d o o dy ] ad v %

Huanianimnndainizgy wazdeainisnuenadieciteseaijasusldandae
[48] usldesanlun s nmamnzisedmanloaindanisnsaatuilelagld rapid urease
test LATNITATIATUILANNNANGINE [49, 50] AN I8N IRTIaazanasingLlaalaFuen
u9atia 1w endfEoue 6 bismuth uaz B1aANIa luNIENIZAMIINgN PPI (proton pump
. o @ v 5 I f— v o v oy A =
inhibitor) Lwsu wana N naswiimadiAt ldanageuazdasiasldaArasiia uazyaainglu

dl = o v v a e/ Q‘I d"/ val o o o v v al
nismsaiienty A liiednmadfurnisnmizdeldianta inliidudedaaenimema
v de néj o 1aada d” 1 adq v add‘ ndl %
pneRan aneildaluiiftnnsmaninlhassdesa entjaausfnedsaunlifeaniy

e
4. n13M39alMEAT PCR (Polymerase Chain Reaction)

dudsiinanuauaduie (DNA amplification)  laan13a5neaameuenseanisni

o d” . . Qdd”d ° = 1 ad
ANWNZHaLTe  Helicobacter pylori ABUAAINAUNITAY  LavaIaariANlaNd35mRMAa
ATadeNAedN1IN13ARINADINIIMNUALANNNTAUAUR FDU An3Anm LT, A. 2549 [51] 7
WU N1IAFIAGREIE PCR @NH130NAZAIIANLLTe Helicobacter pylori WaWHansziwng
awnsaesiihemdunssmizermnedniauEaiiline  20%  Taeiinnansaduiiienienens
a 1 dy 1R ] o % Qddﬁl 1 = [ %
naAsa linulme winseenelata A larednnnafielalasan et uALAfUN1INIIA
¥ ad o 1 1 ¥ PR Vo a ] ad .

fnel 3 AAenanadnesiu dguaeldfueiuiaiia iy enUfTeus 8 bismuth uaz a1aANaA

Tunszinzamnsngy PPI (proton pump inhibitor) tlwsiv
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£
ada

WANANTL  NMIRPARLEATH  fRAINII0AIIANIINAERUTIBNUTE  TINLNE

o o o dgj aq dgj . . v EK o
pNANUsIUNsReeLdaureTe Helicobacter pylori Bndine [52-54] wfidnlutlaqiiu
2 Qddw o O o 1 ] a o dl v k% dl A dl
nsmaafneRaidsainegudianizlundy  Wesnsedldirsesiiaaniziazyaaing
all 1 % Qddg/ 1 o aa v dl o £ %
denriey  wiluewiarniansadaedsiiinazannsmiianldluneedtinld Geainli
arnsnthun ldnsande avnlaresmesiesntfTous uaznisnsanniladeiuanetienany

TULINDT L [55]

N3R89 L1 Fa9n19n19489N A 89AF2ANLAURINITAIUG L

1, NTAIIRMLBURLARARR LR Helicobacter pylori (Antibody testing)

Wuntsmaanuauiventilin IgG (Immunoglobulin G) NAW1zseala Helicobacter
. A A 4‘ a a a é’ % o a dgl
pylori ludeavisaluddanny TauaumvenTia IgG I az@unsamaanylinaanishinlge
dszanns 21 Ju uarazdyasedlindinisiidamaliudaflussazinarunu [56] n1snsa
a = v Qdd’l [ ac o i b 14
LAURLAARAILITUANNIINATIAANEAEIALTNNNL (quantitative test) Taeld ELISA (enzyme-
linked immunosorbent assay) LAZAT  latex agglutination M"'S“@f}li’mé’fmﬁﬁm\i@mmw
s o 3 o b, sl
(qualitative test) Tneldganaanis demu09n19m99969eA5l AD 1AQN ANNNTDATIATE LY
2% a oA ol/ 2 [~ 1Y o o A o Y] 1
vesdfjiinievialy uazlduaida uddesninae AsnlauazAnuamwizaesnIsnsataand
Jnaudnesiy A pwle 85% uAaT AAINANIE  79% [57]  ANTNULINIAALTE
Helicobacter pylori §liinasinFn positive predictive value #83n13m3aas08 Tagl frAnuen

Hae azinl¥AN positive predictive value 189n13RTataem N LU Aae [58]

yanantiy N1sMNNsATALeURLeANNARAINwaNAIALaed T LU szmALau ALy
wikiraslandeanaarlinanisnmantindntinlldmsoadihsnunaindsunaunouau (49, 59]
AR NNIATIAALERDUFBINIIN1IATINABLIANINYNEBNRNZBINURNY (local validation)

17 a A 1

a = A 1 ¥ o dl % o
ADLALIDNDEWNUBAINITATIAULAUALAA  AB 1&1@’13J’1?QI‘ﬁM?Q@ﬁ@Q@WﬂVI1mﬁﬂWﬁ‘ﬁ‘ﬂ‘]‘_‘ﬂtﬂﬁlﬂq?

3
=

Adpdaliludq fiasanndeanansanmanuuauiiven atudiazfdaaaliudafinig
2. nisngaanngFeluanmnela (Urea breath test or UBT)

Adg o o e A d’l 1 a o % as
')ﬁu@z‘ﬂ'ﬁﬂﬁlﬂqi‘ﬂ’]ﬂ’]uﬂl'ﬂ\‘lL@uVLGHN%?L@ZQ (urease) UANLTD LAUARIINUNITATIAAILIND

rapid urease test 3a139aaz BN NI W aAuy e TaRnAsuaw 13 (°C) NllMTuans
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' [%
o o % =

AuTunied visefnafueu 14 ('C) Miluansiniunied dnfiaaiinnsfinia Helicobacter

A ]
A @

pylori wanaldiauladesiaatansFy nlilainaafuaulaeenlasaaninluaumela
ma‘mﬁ‘rmusluﬁﬂsﬁﬁﬁ%Lﬂuma?muﬁmmmmiqqﬁmimu@umﬂ%@@ﬂmmﬁﬂfaﬂﬁum [60,
61] DaudaniBunnisdlunisamamgGeluanmielalagldansuey 14 azliFunudasnan
TSRl RLszanufnu [60] AosazuAniAsenisldafien 14 1unwmmm§ﬂw1’7i

dwinuazdiaanssnsss Ineaanldaiuen 13 uni [61]

Tpe1391a0 N9 ld19ANF a1 9Aa9TRA 1T AN AL AN NA NI LUBINI ARG

©

ada

AW TaeiamN AT AINANN L UB9N13AIIANINNTT 95% [60, 61] NTAFIAFLAT
dgl o/ 3 o v aa o % dal v v dl =l

A ldnmaaaunanisinEafagdsniInIsnde lnansag [62, 63] anNaNNTnanLEuInETe
pNaNNTnaesenlTNeTea189da Helicobacter pylori i #1Ufdaue &1 bismuth was
2NAANTALUNILINZAININGN PPl (proton pump inhibitor) 1Husiu asnsnanmnlaues

v Qdd” v =K o £ aa = . 1 1 ¥ [
n1ImIafaelalla Seuustin WigrenUTougsisesn bismuth fewnismaantietias 28 Ju
LATUEALNAANIA IUNITINIERIMNINGHN PPl faUNNIAI9a 7-14 FU [64, 65] daueng H2-
. Y My P \ Y amd A ' |
receptor antagonist e ldlAdaagdndnasiannlaeINIgRIIadeRtlviTall usdow

Tnnjfiazuuzrin g aaniinauinniamngma 24-48 Galug [66, 67]

©

A ¥

doaninneIn1saannl Ae fedldeTasNaanas JaaININNANNEIUILY $1ATUN

v a v =K o

v
wazfanaldiuieddon Awinliinisnsaetianz luiesdfimnasunsuieminni
3. n1gmIaUILeLFlanlugaanse (Fecal antigen test)

linnsmsranuauRlauIasTa  Helicobacter pylori  1WgaansylaeRd  enzyme
. k% a a dsj dl [ a . .
immunoassay laglduauitensiamaniiuaiia polyclonal (polyclonal anti-Helicobacter
pylori antibody) WaZTHA monoclonal A4 NATMIIAFLEITH AINITOATIAUINIAALTEN
o = 1 %’/ 2 a [ % 2 o o -i/ k2 vy =
fepaiiagluanistiu uavaunnldnsainaiuuasannislienindnaeliudalison dnns
MuvARINsANEI NN UAMAN TAT0INBAANILENRIANLUEATE | - TINANIIANHIAT

dl a £ a a a =

wanglunignen 1 [68] nasaaanineusianlugaas: inelduawmtamatin polyclonal dA2x
1 ANAINNY positive predictive value Waz negative predictive value Annlunisnga
nauNNINNaALTEe Helicobacter pylori wiimnle uay positive predictive value ALanR

¥
WAIRINNINNaRTe dounisnsanuaniiaulugaanseingldueusivanaiin monoclonal &
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AN1e ANRNNE positive predictive value LAz negative predictive value 41nN31 90%

MINAUULAZUAINIINRALTD

B399 1 AMANTRYEIN1IATIAUMILEURLAUTUGAA19E [68]

# Studies /
# Patients Sensitivity  Specificity PPV NPV

Pretreatment

Polyclonol 89/10.858 01 93 92 87

Monoclonol 8/1399 96 97 96 97
Posttreatment

Polyclonol 39/3 147 86 02 76 03

Monoclonol 0/418 05 07 91 0%

PPV = positive predictive value; NPV = negative predictive value.

B4ANTIAMNTUATENURIANTFALTNT (U.S. Food and Drug Admistration) Uay
$1e9uN9Usegnaee a1l (European “Maastricht 2-2000 Consensus Report) ladnliinng
pIavaumanlugaansy  lunaauaennils  (alternative means)  284N1IAIIANANIS

! o a dg/ . - = =
MALAUBIAANTINAANTE Helicobacter pylori WanaINN1InsIagmenanie’la [69] Inal
fayadirasnrarauauaianlugaansEnasaInasaaunIIIaAmeateties 4 AUni vive

ANAUNUDN 8-12 FUai ianazlantssdansninlunistiugunaninidnima [68]

1 =l o = ¥ Yo VYo
AN laTaeNIIRIARzaRAdlRERALNITRsIAT BanaNne lai g ldFuen
U9atia W e fTous 81 bismuth uaz e1annIauNITINIZE TGN PPI (proton pump

v
inhibitor) tudw [70; 71] wazdainNsAnRIAaNIND4T AINANNIZLRIN1TRatianaly

aAaa A o Y & ! ¥ =K ' v &JAQ [ %
neuidiaameenankralunszinzeamsuaza tfidndeuwsiv - agldmaslanismsaaiiniade

1 ¥
=

gilenunluansuel [72, 73]

LV a Qdd‘ 1 1 [l U Y o 1 dl
LLN')qﬂ’]?D‘]ﬁ")@MWLL@‘L!IFIL@uiu@ﬁ@’]ﬁ‘&ﬂu’]ﬁﬂl]ﬁ’]ﬂ LLﬁliﬁJﬂ'ﬂﬁlﬁlﬂﬂuLLW?M@’]ﬂLu@\‘l’ﬂqﬂ

Yo a0 o

pnaLnlalunisdnivgaanssine i luniemaaa uariesdjuiRnisineadsilAdlenin

Y ad aa o a d” . . A aal o 1alaal
Iﬁﬁl@ﬁ;ﬂLL@’) AINMTATIRVURARELNIFAALTR Helicobacter pylori HAANEIIE Felufiagle

= ad a dl o Yo A s aa o aa =2 49{ [
LWEI\‘VJﬁLﬂEIQ‘V]LMNWZ@NﬂUEﬂQEVQﬂﬂ% n19aandsmganHaden s wastuagiutlvunelu

u
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o L as aa o all o dall -:ll’n// as
NI17ATIA @ﬂ‘]:fm?.i‘ﬂ'ﬂ\il};!ﬂ”lﬁl ’Jﬁlﬁlﬁ")@’lu@’ﬂﬁmﬂﬁ‘:ﬁ‘l/ﬂimuwu%uu TIANUBIIENTTATIN LAY

¥ o o

18/ PURdITATIALAAYAE  Aandnslunnen 2 [40] Tesesldusaviladasanaialunig

wenldisniansantade imnnzaniudilaedusne

A13797 2 ATNNTATAINAGeNIIRALEe Helicobacter pylori [40]
Endoscopic Testing Advantages Disadvantages
*1. Histology Excellent sensitivity and specificity Expensive and requires infrastructure and
trained personnel

*2. Rapid urease testing Inexpensive and provides rapid results. Excellent  Sensitivity significantly reduced in the
specificity and very good sensitivity in properly posttreatment setting
selected paticnts

*3. Culture Excellent specificity. Allows determination of Expensive, difficult to perform, and not widely
antibiofic sensitivities available. Only marginal sensitivity

*4. Polymerase chain reaction  Excellent sensitivity and specificity. Allows Methodology not standardized across
determination of antibiofic sensitivifies laboratories and not widely available

Nonendoscopic Testing Advantages Disadvantages

1. Antibody testing (quantitative  Inexpensive, widely available, very good NPV PPV dependent upon background H. pylori

and qualitative) prevalence. Not recommended after H. pylori
therapy
*2, Urca breath tests ("Cand ~ Identifies active H. pylori infection, Excellent PPV Reimbursement and availability remain
%) and NPV regardless of H. pylori prevalence. inconsistent

Useful before and after
H. pylori therapy

*3. Fecal antigen test Identifies active H. pylori infection. Excellent Polyclonal test less well validated than the UBT

positive and negative predictive values regardless in the posttreatment setting. Monoclonal test

of H. pylori prevalence. Uscful before and after £ appears reliable before and after antibiotic

pylori therapy therapy. Unpleasantness associated with
collecting stool

*The sensitivity of all endoscopic and nonendoscopic tests that identify active H. pylori mfection is reduced by the recent use of PP1s, bismuth, or antibiotics
PPl = proton pump inhibitor; PPV-= positive predictive value; NPV = negative predictive value; UBT = urea breath test.

a o a a J . .
WeNENILUALRINTARALTR Helicobacter pylori

UNLNN99TIA AR NUARIDIANTUUINTRNLTE Helicobacter pylori (virulence factors)

1 2
TAd87ua nINNANIUIIIT99Ta Helicobacter pylori (virulence factors) 81auis s

i 2 ngulvn) [74] e

! a2 v

1. fladeNdasdaiginnras19lalatiandima (colonization factors)

11, ulanaaan (flagella) daglunisiadaaun
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12, wulndegaiea (urease) Mandaasnnisaielalatiusluisfusosdifiannnsn

a59lnlatils

'
o

1.3.  tladefdaalunnstininig (adherence factors)
2. tladeniinasan1sinataiiiaie (tissue injury)
2.1. Lipopolysaccharide

22. A AEARDATIINITINNANUATNIZEUNNINNNLLUT AR AT

(leukocyte recruitment and activating factors)
2.3.  Vacuolating cytotoxin (VacA)
2.4.  Cytotoxin-associated antigen (CagA)
2.5.  Outer membrane inflammatory protein (OipA)

2.6.  Heat shock proteins (HspA, HspB)

tladendosdaasnnisairalalaiiandida (colonization factors)

tladendosdauasunisaiwinlativasdan  deelideanasnaslunsvinizamsls

1 ¥
LAYAAANLANNNNENENNUDIFINIE N A Almaaan L

1. neaanlvalss ldunaniaaan

[

nsflEe  Helicobacter pylori HuWaniaaanuazilgilsrailunges inlidesaiuism
4 omy « - 4 4 - s .
wdauililsatiaesnida - anludesdnssesnszmnsisilaonailunanags - ludstiuiianaes

d‘ = | ° A | o 4 d” a a ¥ 1
nazngivilaanaiflunsasiaunenazilunans Mlfideanunsnmsaymuie et e zas
2. wulmiyzea

\n  Helicobacter pylori @xnsnuasneulmizFiealalulfuaminidenauiuime

Sa oa - o 9 o a o g = o gy )
wuafizeaiinay Tnaeulaiimeassinuinulasuy G Tiidues e vnldanaoudy
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! 1 e A d’l 1o v = “1, di “1,
NINAY winudneuladesiaationalidniulunisairelalativesme \esannige

VS o

Helicobacter pylori NugnnsaairaeulmdeTiealangeainnrnaireinlailldtinig wamadn

U

X . . ' S z X = S
N19NLIe  Helicobacter pylori mmm@qi@mimmquwLﬂuﬂ?muu Lﬁ‘ﬂﬂ’]@&lﬂ@iﬂ‘ﬂu‘v}

IS ¥ ¢ a di ¢ a ¥ ! | {
wanwitalilannislfieulade@iea [75] unuavaueseulodesaaliun  uunasmes

o a o

1 3
TulnsiaundrAydrviuliide 1 lunisdananzillsfiu Tna i 1un193s urea hydrolysis

o

3. tladeadae luns8ininae (adherence factors)

ANNANNIDURNLTE Helicobacter pylori luntsiaztininnzageanwziutiayiai
| ' :I/ = | 4 ! dl | md‘ o
\uaednszwnzamagvinii Ben9) tissue tropism augmantimnilasiunismgaaanses

& LA cd o Y = v = = =
L%ﬂiuﬂ]r)\‘ﬁ’]Leﬁ@@LEI’BLIiNﬂ’]‘i‘QﬂVl’m’}EILL@QNﬂﬂ‘J"&ﬁ"NL‘]J@ZQ“LMN?JMN’]LW]H‘VI ANNATNNTD UNNTE A

o o

innziifvanaazdrdnylunnsnanuatlmuieees toxin waznisadisiladeuftida@ananonn
soufuIaEayRanNITnze1u1s  Inelmaazd@indns  adhesion  ANHAMNUAMNAIEUD

wauFlay e lrlun128AINIE ANNUAINAILURNLALF ALY T ENNFARNIIUIN195NEN

o 1

Nanzianzasiugnsil wazelailudadageiuigauannmlunisinime (susceptibility to

¥
I~ A o o

infection) Auwaneineiulugy HFUmanNAa9Y (receptor) AalauURIALHETU [76]

tladpRilnasan1sninasiiagia (tissue injury)

1. Lipopolysaccharide 1179 endotoxin

] 1 ¥ ¥
fulnaleatlaniasluansiiuuuaniseunsuay  sanvislud@a  Helicobacter pylori

lipopolysaccharide i Tnaanne lipid A Miludaudsznay %mzrﬁ’jumwﬁmm cytokine

a

wazipuantifiduisseas  wanandudslilsunaunisduiuaessaditiayRonssiniy

3

21934AL laminin I WNANIIgEURENITINNEANIeREaYHY FUENN1TATN mucin uaY

NILAUNITUAY pepsinogen [77]

2, fadainidndenanaunsunguuasnIzAunsinaLtedwinaena1 (Ieukocyte

recruitment and activating factors)

\fin Helicobacter pylori UaanansniilulilsAunilnaguila (surface protein) aansn

NNNE asmaniiAnanRlunshsgaliimadeniausisntia i lwdes (monocyte) uaziia

¥

Tnsia wn9ausniuludiy lamina propria WazfenseguLiasantaLIiaNtansae (78]
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Neutrophil-activating protein fitfuntislugnsaenanadnesiu aeaauaunisainelag nap A Bu

[79] #1921 porin W [80]

3. Vacuolating Cytotoxin

1
a

szt 50% weaia Helicobacter pylori namnllsaunnaliifinn1sade vacuole Tu
\IaaTHn eukaryote T1sRnTRANFEN4n vacuolating cytotoxin (VacA) @519a1neiu vacA [81]
Lo P : el S R S
feutlaznu i lunnanswugaey Helicobacter pylori WHAzALARTINiiainL Nuansaaning
nsuanlisiunanysal 84 vacA dsznaudng 2 ngu 289 allele an3NuRdUNAaNS (middle

. [ | 2 | ) =

region) AU m1 uaz m2 wages1aties 3 NN 18N allele 184 signal sequence Af s1a s1b
waz s2 aneiugnia e s2m2 azlinanvsenanasiniias [81, 82] vacA alulni s1

v o o o

A o
UNANNUTNUNITNTDNEW cagA

Tpe1391A2 NN2ANE AN WL AN AN TS a9t RaaqTlsfy VacA Aunens

ANNNRIIANL ViTBANNIAEN AN TNAlsAAINNNSRALTE Helicobacter pylori [82]
4, Cytotoxin-Associated Antigen (CagA)

dulilshundmnuiduneufiaugs  a59angu  cagA  defludounilaras  cag
pathogenicity island TaWLIN T8 Helicobacter pylori maﬁuﬁjﬁﬁ cag pathogenicity island

agynliinanisdniaulinanndaanaiugin ilaui gaziasagedtiutiaznaasiae il

o A @l N A = =
NN Lu'ﬂ\?@qﬂLﬂuﬂuﬂm?qqsluﬂq?ﬂﬂ‘]ﬂqu

5. Outer membrane inflammatory protein (OipA)

b2
o

diulilsAuniiluiamadduuen Hanuduiusiunimnsssulfiaanisdniauinauly
Eln1iia [83] HLTALIUNTIY cag pathogenicity island W&z OipA azvinlimfan1sdniauxINngn
= = ~ A =l o o . | o
Allsaulanesrtaben  ludssmaniuedanzdueen < dnasany  OipA $aufiu  cag
o . A 901/ | [ . v v 1 4’ dl
pathogenicity island tNauviauum weilulszmanzdunn nsaant OipA latiasndnezantisnes

g ¥
ELUSZ

6. Heat shock proteins (HspA Las HspB)
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T8 Helicobacter pylori a¥H heat shock protein 2 1%l A8 HspA way HspB laly

& dl a a Q’l’ a o a a dg’
nauninaesllsausiailunesnilinuesnisinge

.

¥ ¥ 1
wfidannsfiaimie Helicobacter pylori azvinliifianszinnzaimnsdniauzess wignsn

A M o1 a v P | aa o v a a A X
Lmﬂmuimﬂummmmmm@ﬁﬂuﬂu LL@ZVLNN’ﬂ’mWﬁ‘Vl’Nﬂ@uﬂ [84] MFNAANAANGN 1 Te

. . o oal \ e S PP = ~ o
Helicobacter pylori U’]\T@qﬂwuﬁq:ﬂﬂQ’]Nﬁ;uLL?\iﬂqq@qﬁlwuﬁ;@u @quﬁlﬂﬂﬂq?ﬂﬂH’]LW@ﬁqﬂ@@ﬂ

o

dl =X ng d! o 27 dl o o | o U ¥ ¥ v &
NHAANDNAIINTULITIUDITD mmlﬁlmm@wﬂ@mmﬂuﬁ@@ammmﬂmwwmu STANIEETIIEN

1
[ =

o = a a = = v = o q o ° o eaal
Wﬂ\‘]ﬂﬂimmmﬂ’)L‘WQJLIF]NM@VLLI@ﬂ sﬁ\‘lsﬂ'ﬂll@m‘l@ll’]ﬂ@gmqlﬁﬁqﬂq?ﬂ@qLLuﬂ@’]ﬂwuﬁqVINﬂqu

k1l

o

suuasld warenailianasn ldudlnang lunisinenlaaldenvisanisinniuasaiady

%
=S

a = X =4 o Y A o Aaa
VlLL@@QNWJ’]M@:%LL‘NWNL‘H@Iﬁﬂﬁl‘a\‘l L‘W@V]ﬂmmﬂ%@%ﬁﬂ’lwluﬂﬂﬁﬂﬂ’mﬂﬁl\‘]‘ﬂu

o ¥R @ oA = 4 et = = = v -
patiuRaluinaesnisfneil InedunnnnisAnentii 2 8w ldun cagA T4 uas
hrgA 8 4 cagA BuAnagluiladaninasanisvinansiiiaitia dau hrgA BwriuilugunAuny
T 9 luna Ui Alun13919911 9 aa i Aveeiad et utRsasa T
1. cagA gy

nsAne luszazusnDeAnsaNtiRvaLTaNin R AWe T FAN N (pathogenic
properties) tuwansiiindy anantRgewTanm lifanansan nduiusiuauainngn
da’ o v a dl 1 6 3 Y a 3 b4 .8
19 tun i liiansauglinaesmas n1analiia vacuole uaz nasnlilaag
Wonanwhl [85] AnantRtslaNda N sniN d@eniun snullsfuniaualuana 140

Alannasiu 397841 CagA (Cytotoxin-associated gene A) @31491neidli cagA [86]

cagA Builudaunileans cag pathogenicity island TiNuTinAnan CagA L3R uaz
type IV secretory apparatus 8051n13WL cagA 8uluima Helicobacter pylori uwansneiiuly
Tuwsasiup 11 100% lwigtu [87] 1A [88] uaz au [89] wullszuiny 50-70%lutlszina

wnuglsluazanigewsing [90-94] uaruszinAuann [95] WLLNE 41%

CagA Tilsfu uae type IV secretory apparatus Autinnnnlsiinanisilasuulasaes

o

inaAananslugiin 8 [4] g type IV secretory apparatus Tedansniziilumsanszuen azlil

JUNIARENTBINTZINZB1MNT (gastric epithelial cell) waznnlfdqelunnginldsiu CagA,
, S R e am Xws 4 A

peptidoglycan wazataaziansauian i llumadresd@naeld Teasinisaeuulas

FNN°] ﬁﬂugﬂ‘ﬁ' 8 [4]



31

Peptidoglycan
= Tyrosine * =

phospho-
rylation NOD-1
SHP-2,
kinases NF-kappaB

Cell
proliferation

Morphological
changes

Proinflammatory
response

o

317 8 unLMaRY Cag type IV secretion system TunavinlidnsuwaauuilasanndAniu
(immune modulation)-naatiuiRvesiEas (cell-proliferation) Lmzmﬂﬂﬁﬂuuﬂmgﬂa?'wum

Lemﬁ(morphological changes) [4]

'
a

éﬂf;ﬂ‘ﬁlmm%@ Helicobacter pylori il cagA Sy dnazinnsdniaufguusnduas
SnsRewesniainlen 1w Tsauna lunssmazensuaan ldEndaudu sive uzifensyinne
21917 tennnndnludszannaludssmannunsiunn [96-98] LA ldnu AN NANRUsAInaa T
gilogmnaiaiTe [99-102] L‘ﬁmmﬂL%@ﬁwuﬁluﬁﬂfmmmm%ﬂﬁuﬁ cagA guney 100%

ANMNIANEIFAaNINLIN cagA alulni armnsautieen il 2 wllnded (subtypes)

1Y
o o

AR cagA 1a WAY cagA 2a IAYLLNATNAYNNLANANNAULESRINIUNNTITE A AT

a [ = = ! X , LAl

(repeated sequence) UBNLITHING 3™ ABNEL [103, 104] WINWLAN TR Helicobacter pylori NN
= = | = %’/

cagA 1a U Wumﬂuﬂ?zmmmmmmﬂ A1 cagA 2a ﬂuuu%wumﬂuﬂ?zmmmu

RZAIURN [104, 105]
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o = ] a 1 = g < v =] = a
wAsaINHNsuLeTintieeaey cagA Buuda  AldRNsAnwTaLRaLNIsfialea
semingatindlasvivaasaiinll AsdunsAnEnnvinulsvinans [106] Jfiavianun 65 9e
felsznavudnagiienidulsanszimnzdnian 22 918 lsAunalunszinizams 5 91e 19AuNA

TuanTEEnAusU 28 9181 LAz T9ANZIFINIZINIZa11T 10 378l

] 3
A1 3 ANNANTUSIZMINe  cagA Al uaz vacA sta  alwlnilaeade

Helicobacter pylori fiulsATINATWANNI9FA TS [106]

No. (%) positive for:
Patient group®
cagA vacAd sla
G (n = 22) 12 (54) 18 (82)
GU (n ="5) 5 (100) S5 (100
DU (n = 28) 20 (69) 23 (82)
GC (n = Ll G (90 & (80
Total {(n =463) 3l (78) 54 (83)
“ Abbreviations: G, gasintis; GU, pasteie uleer; DU, duodenal uleer; GC,

g:nlrir cancer; nonumber examned.

WU 18 Helicobacter pylori Tnsaanulugilas § cagA Bu 78% Ine wu cagA &

Y & ! v

Tudilaelsanszimnzdnian 54% lsaunalunszimizensns 100% Teaunaluanléidndqusiu

A v
=

89% uaz lrAnzifalunszinze1imns 90% Adudadliennaned 3 G4 cagA Sunnuludeiaun

dlutfin caghA 2a awinliligainnsniBauneum N AN UELe9N19iN Al AT N9A89A T

Tndilg

nsAnssiann lulsswelne [107] Ffihavisunn 168 9a Btlsznaudasilaeiiilu

Tsanszinnzanunsaialinuuna 53 918 Isaunalunssnizenis 69 9e uaz leANzLS
o & = d’l A = dl o o o

NITINNZNUNT 46 978 TPYilszadRIRdn1IAnEIH AD NNIANHINLTLIAIINANRAUSI0INT

A579819 cytokine 2eIERYHINEINFRNIMNIALNIAULLITRNEUNAT A TBRETAYAY 1
al dgll i . MY o 4 o o g

waz 'cagA alulnilueaime Helicobacter pylori BilFseninlunisfnmnianuduiusaesnig

NnlsAy cagA Alulnaasialamss dansAnHILWLIN ANINTNY8Y cagA 1a Alulng

W03Ta  Helicobacter pylori Tugtlaeiilunziianszmnzaimsgenangiaaniiulsaunal

o ar

NIUNZBINNT WaZ 13ANTZINNZAN T TR TN LLNG a8 eRiTadAtun1eaDn
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nadnen sz lnednnnsineuilsidnenfaofusindesaes cagA fu 1dun
ﬂ’]ﬁﬁﬂ‘]:f’]LﬁEI'JfT‘LI?Z‘LI’m?JVIE’WININL@Q@ (molecular  epidemiology) 199N137ATe
Helicobacter pylori Tudsznalne [108] ﬁ;ﬁﬂqa%\mm 98 918 WU ANMHTNUBY cagA 1a
Allnil 49% uaz Pa1agIes cagA 2a Alulnid 51% Tnefieefidulsausdelunszmng

¥ ¥
21V IFNNUSTL TRt RAULazZAN1IRAEe Helicobacter pylori cagA 1a

= o 1 1 % v & K o/ o & 1 = g
AINNIIANEIAINANTNFU LAAS LEAUDIANANAUTT=NIN cagA @Iui%ﬂﬂ@ﬂlﬂ]@

1
= o

Helicobacter  pylori fiunasfialsn e lidnisAnsnidnnlsrasfnaniazAnenia

=

AuduRussananlulszme navizalulssmannuia@y  d9inImama  Helicobacter
P

pylori gauaziniainialsaineadasiiinisfnmell ANANgMUE 1w TaAnzidanszmng

27917 Ielasndnlssmanaunzdunn

= =® ﬁgj % 1 :// = o [ 6 o a
AnsAne luessilulszmalng wudn cagA 1a tulmanuduiusiuniaialea
n19AATN [109] Tnamula Helicobacter pylori NN cagA 1a lugilasilulsaunalunseinng

awnsnnngn gueenidulsanszimnzavnsaiinlinuung atliadAsyneada (65.5%

Waufy 37.9%)
2. hrgA 8y

hrgA g (Helicobacter pylori restriction endonuclease-replacing gene) e
1% oA % o e éj . . d‘ v <
AUNLITNHANMNANNUSTILTS Helicobacter pylori ntilugiaslsans 3ansvinnzamnsluny
\@ie [110] InennsAneiltiange Helicobacter pylori antlszinasingg) vialan s9uviadw 208
dg/ ] 1 G| dy d‘ [ o a dl o o = 1 d’l’
e Inedaulvajiduimeanndluuazanienidng Wethuinnismeaam hrgA Bu wudi e
Helicobacter pylori anfilaaanilszimaunuiae wu hrgA Bu Tufdileeiiiulsanzide
NIzwnzanmng 42% aegendn gibenliliiulspuziianssmnzens (saunalunszinag

a197uaran bELandausiy w3e leansuinnze1vnsTia linuwng) Any ArgA Buies 17% A9

4
A

wanelumnaai -4 wsilesaanlunnsfnenil . laifidie - Helicobacter —pylori  angilag

[ dlc{ @ =X 1 o o IS d”o/ @
fnziunniiulsanziiansznnzanns adliaunsauanacnduinsaasauniulsnziss
nazinzes lugiaeanonsdunn e AvFupoudniusrestiuiiiulsaunalunssmng
annsuaza andausiu nauiulsAnszinzam st ta I uLNa w9 ANgNIesEy
Uluisaeslsnlaiunnsinedu  vislw@e  Helicobacter pylori  Asnangilagmaediouay

FIVFETUBIN
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A13799 4 ANNANAUSIZNIN hrgA BRI Helicobacter pylori U 13AMAAAINNNS

AAwTia Helicobacter pylori (Amulasannaiznalis [110])

ARIINIINU hrgA

ARIININU hrgA

TapfiAAAINNSFALTS Suludenunan | duludedinnan
T1IRZTUAN 71948 1Te
19ANZIINTZNZRINAS 0% 42%
Tapauild Itz iSansinaganng 52% 17%
TsaunalunszmnzennIsuazan M anda1s 58% 17%
TsAnszmnzenunss i liwuuN g 47% 17%

1 3
NRIRNNITANENAINAIR RN INNsAnENeaiy ArgA Buaealia Helicobacter

pylori @n 1 nsAne [111] IaaliNngnaea@ia Helicobacter pylori TWEaananzdumn

£ 1
HulsAnzifangsinieamaidnun LL@mmquL%ﬁmmmmaﬁnmnﬁmmumﬂm'ﬁ

R399 5 ANTNUBY higA BulesiTa Helicobacter pylori fiu TsaniiaaNN9Rin e

Helicobacter pylori [111]

ARIINIINU hrgA

ARIININU hrgA

12ANAAAINNIIF AT fuluwdanuiain | SuluiEmenunann
TN LIUAN TN9LaLTEl
12ANZLTINTZINZRINNT 50% 31%
T2p0uN I lduzI5angz iz a1 49% 29%
T2auNaluNIZ NIz N TLA AN LA LA Nd LAY 47% 29%
12ANTLNZANWNTTRA BUWL LA 50% 29%
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Tnenaevianuaiauin 458 e Insutadwaenldangieaaanzdunn 169 11e

waz wanlsangiaaaiqlaidie 289 e

v 4
HANNSANHINLGY  AdNgnaes hrgA  Bulildudusiuniaifielen vislwime

Helicobacter pylori MeangLaeaiaei@enazainannzduan Aauandlunisei 5

= X P X 4 o a o
BASAINNNTANTU ﬂqqﬂq@'ﬂi@ﬂﬁ‘qwm@\i hrgA ﬂuﬂ’ﬂ\iLm’ﬂV]Nq@qﬂﬂjﬂQﬂmqqL@Lmﬁluu

o o 7=

HasndnmenNIAngilaemansdunne Nl A Ay nantin (29% WLty 49%)

nIANELRENTL ArgA SuteaiTa Helicobacter pylori Siters 2 nsAnEwialan waz
navesva 2 msAneidliinsstuluniespanudiiusaes hrgA  guiulsauzifangsinng
e TnansAnELs NN EANNATLETY  uAntsAnETiaesnudn i aanuduiugu
doupudunNuUsIes - hrgA furulanunalunssnzanauas KGN gty veaed

=2 J 1= o 6o
nsANEINLGN IR A NN UE T

o

Tutlsewelne  nassiaima Helicobacter pylori  ngutlymansnsugandnAry
di o o dla dy I Y a a I
WHasandaidszansauuniniiiame  uaznaliialoalussuuniafuemnssnean

azinldaindnisAnenudn 66% veslszangingludeluniainistanuiuiieszinn

De

autl (dyspepsia) uaz 48.2% wesfiaandenisaauiuiiestduautlnmanuinisfiaie
Helicobacter pylori [112] 1enaINREenLdn 98.2% wean1sAnd@e Helicobacter pylori

AUNUS AL TIANTANIZBIUI DN LAL

= =P o & - _— , = = \
NITANIRLLNUINULTR Helicobacter pylori @Quﬁlﬁm’qzl,ﬂunq@ﬁﬂiﬂ’qﬁluﬁquﬂ?ZLVIﬂ

[

o o =&

= 2o oA o X . . A o
NNANBIIRELNEINLLTA Helicobacter py/or/ ”Luﬂ%mﬁimmmmm IpENN9ANENLNEIL

1

ﬁ@“\]ﬁmLL@@GGQ@’)’]N‘J“LALLN‘H@QL%‘ﬂ‘VN 5 Suiindnantiy Wlsemalnglfined AEMN9ANEN
fiaudaluGesad cagA 81 [113-115] wAdeliinefinnsAnEnAuendosferingaaang cagA
alulnt Tuwdreepnuduiusiunisialsaunalunssmazanvnsiazan landauduas Tng
AnudaduuAda wu cagA 8 vigeldnuminin dauluizesres hrgA 8wty feldimedinng
o = o = P N vy X . L oAy

nannsaneludilelneg  nsAneneeiiulideyateasia  Helicobacter pylori MlGaN

gilhemaedsludssmadiu Au wazinvauman
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v o 2 @ = X A = A o o o & o a
ﬁﬂuu@\iLﬂumﬂqﬁl@\?ﬂf]?ﬂﬂﬂf]usluﬂf]?wq5ﬁﬂﬂfmLﬂE]rJﬂ‘]_lﬂqu@NWUﬁﬂlﬂQﬂ@QE}VILLﬁﬁQ
5\7@Q']3J@MLL?\‘]51|@\‘1L%@1;]/\1 2 mﬁ@ﬁﬁUﬂ"lﬁ‘LﬁﬂIﬁ‘ﬂLLN@SLuﬂﬁ‘gLW']zﬂquq?LLﬂzﬂoq15L§ﬂdquﬁu Iﬂﬂ
P A = | a a X = A o P N
LLNTUAEREURY cagA @Iu%ﬂﬂ DHUWNALLALANINENTYL LASANILNLINT hrgA ﬂusﬁﬂﬂ\‘illlll,ﬂﬂ
= o = . 4 i o Mo X . .
Nﬂ'ﬁ‘mqﬁﬂ‘]ﬂqmqﬂ'ﬂuiuﬂﬁ‘zLWﬁiV]ﬂL@ﬂ V]\TIULNT@\‘]ﬂqqmsqﬂmﬂ\?ﬂuuiulﬁﬂ Helicobacter pylori

LAZAMNANNUSALNITNA 19A I UILLNILALB NS



unn 3
28U UN159]8

] aaa o
TTLUELIEIE

UszansNANE

A ¥ =

Uszgnaivnng (Population) A ;ﬂﬂfm%aﬁmmm@ dyspepsia LaziinnafiniTe
Helicobacter pylori

Uszr1nsfaag1e (Sample population) A8 ;}’ﬂwﬁﬁmmi dyspepsia findatitlunng
ARINABINIIANLAUBINNTEIUF (Esophagogastroduodenoscope) tnelifnisdasndas
flaementnasssuAgns st Tsangnunaqinaansad waziinaRnvta Helicobacter pylori

WNaiN13AALABNNNIANEN (Inclusion criteria)

3
1

1, giloefiannig dyspepsia wazideiisslunisdeinaaensaniimuaIusdousunIy
WWANNNNN9ANI9ELIE dyspepsia IBNANIANUNNEIITULNNAUBIUTUINL s INA
Ine T 1999

2. 155UN17429NABIAIIANIUAUEINNTAIRARLATNLINH  LEAINTINIZEUNT  YiTe

o ¥ & | £ A | a 1

uHaluan ldidndoudn vide wudulsanszmnzenmssin linuung

3. IAFUNNIFATULLRIN TLNIZRIM T UZABIN A BIATIANNALBIU TRV ULA
W liliwnzitie Helicobacter pylori w3118

Lﬂmsﬁﬂq?ﬁﬂﬂ‘ﬂﬂ@’mﬂ’]?ﬁﬂﬂq (Exclusion criteria)

1. éﬂqwﬁjqﬁ;ﬁmiﬁ

2. éﬂmﬁﬁ@@m@@ﬂdm (bleeding diathesis)

3. éﬂfmﬁ'ﬁ%’@ﬁmlum@ﬁm%mﬂmmﬂ:‘zqu:mmmmm'mﬂé’mmmmqLaummi
dausiu

4. ftheiilsnsaniiguise iU faefitnnasialanng flaeiinlaneFese s

5. éﬂqaﬁmmmﬁ@udﬂﬁmiﬁmL%@L@ﬂ@?i (HIV infection)

8. éﬂqaﬁ%’]’%umﬁmm@ﬁmaumﬂ%mﬁmmﬁ(NSAIDs) 1nAaulugag 1 hais

N1FANUIUIUNAFIALINT (Sample size determination)

UIUIUIARIRENGD 1 NGH = 2 (Zg, +ZB)2 P Q

(P~ p,)°
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T 0L=005 2 Z,, = 1.96

B =020 2z3 = o084

p, = ANNINIDY cagA 1a Tuilagnemdulsaunalunsemnzanmsuazanldian
g4 [109] = 0.66

p, = ANTNUEY cagA 1a ludileenendlulsanszinizanmsiinlinuuna

[109] = 0.38
P = (p+p,)2
Q=1-P

ARt AU AFnetavse 1 naNesgtheliviaiu 50 au lAun filaelsnunalu

nszinzatsuaraldiandousuatuau 50 au waz gilbamiulsanssmnzanmssiinlainy

v v
LHARNIY 50 AU TINTINALLANNY 100 AL

LATRINAN L lun1s9ay

1.

lugiusandngaunisIas

2. Case record form

3. ansAliisseninenaeade Helicobacter pylori
4. qunsalild (WziTe Helicobacter pylori

5. QlAamp® DNA Mini Kit

6. Primer 1nn3vi1 PCR

ABNTANEN

1.

oy i I O , )y a 1 o
Q‘]JQEI‘V]N@’]TY’I? dyspepsia NUTRLNT IUN1TERINARIATIANIUAURIMNTAIUAL LAY
1 o dl Y o o o =] d’j Yo Y dl o a o
1MM NRUENUNLINUNNITAARDNUBAINITANTIU @Ziﬂﬁ‘ll‘ﬂ'ﬂﬁﬂf\]LﬂEIme_IIﬂNﬂ'Tﬁ‘Q@EI
X

Y Yo o dl Y a o < Yo v K 9 aa dl
U ﬂ’]aﬂ")ﬂfmxlﬂﬁ‘l"Wl@ZL?l’]ﬁ"’JNIﬂﬁ\‘]ﬂW?’)"]ﬂ ﬂ“’iﬁ1ﬂﬁ“].|ﬂ']?UHWH%@H@WW\?@@MHVI

1 v
Nendaatazidulufiugan asantiuaz lF5UN124a9NAa9ATIAN ALY TEI AL
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PUENINIARINARINTIANNUAUBIMNTFIUHU AL TUNNHANNTERINA D

21, ganudnduaalunssmnzenis vee  wualuanlfiandausiu aznnnngsin
TUHAHIUNADY TUIAEURIUANETNAN 3 13 AU 2 TUAINNILUNITAIUNT
131904 gastric antrum W@RSIAANNIAALTE Helicobacter pylori (1 @ a1y
CLO-test , 1 T ldlueunsaeamad Edviuandng (transport media)i
1l3xnauAael Brain heart infusion broth, horse serum LAY agar) %Q%ﬁ’mﬁi

@ o |G ) c 1 @ A @ v . =
\fusaetaeEuiiansz i zavns lugtnsadugudanitiiudaunia (dry ice) e
NNTINNZLTR - Helicobacter pylori WAyl PCR  (Polymerase Chain
Reaction)

22, gnudadlulsansgimnzanmsrialinunia  awninsfatuiianiunded
AU 2 FURINNILNITBINIGLBIR gastric antrum wauiLEanHuNg
Tunszmnzannisvizean tdiandnuds (1 31 1dlu CLO-test , 1 31 1dlua1n3
s s 4 F.F% , 4 ¥
NG R R B R (transport media)) ARNINITENIZLTA
Helicobacter pylori waz91 PCR (Polymerase Chain Reaction)

23, B1nuNzifalunsTmZennng 1iae BaenaIuNTENLAL ARBANANNNNTANEN LA
filaefiazlasuntansaasnesie laanume el imviallaeslsatiu

Pnguilenld 1 3w Nldluennsasadenlgdinsuausine (transport media) luvin

X : Y - { =< o ° =2 ' o

NTWNNZITR . Helicobacter pylori §1WNZT8TY asaztinnninnsanesald Taetin

d” dld? ?:/ o A Y v o . .

wanauiuntainaewalaeld QlAamp Tissue kit (Qiagen Inc., Santa Clarita, CA)

wasananaaduie liuaainliyia PCR iegalulntaesae tnaaslfuaisil

=

3.1.  cagAalulntd wilflu 3 wuy As TREW cagA, NEwW cagA 1a, HEiu cagA 2a
3.2.  hrgA 8w wililu 2 wuy Ae R8N ArgA, N8 hrgA

Tftheidulsansznnzemssialinuing dawieinllmwnziteudatuge A
aztfwiiesn 2 Tuildluinevesunan (formalin) e llAnsMenenEanen

(histopathology)
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3801991 PCR tfiam cagA atulni]

1, Oligonucleotide primer #14114n13%1 PCR wan969m13199 6 [116]

11.  Primers CAGTF way CAGTR @¥197unntieNazsantizinn 3’ repeat region
2199 cagA Buriannn 93U 9 IngluiBuniaziiluFuunnulaisly caga

1a alulnil uae cagA 2a alulnil

1.2.  Primers CAGTF/CAGJR WAy CAGJF/CAGTR IHiNatiuanunuLidinnd

AN cagA 1a alulnil penansseazidansaly

1.3. Primers CAGTF/CAGWR uay CAGWF/CAGTR lHiNalNNanunuLidnui

AN cagA 2a alulnil Asudnssaaziasasaly

A13799 6 PCR primers 4195UN19NAN1IRANALE1LaT8 cagA 8 [116]
Primer (polarity) Sequence (5'-3") Position
Entire repeat region
CAGTF (+) ACCCTAGTCGGTAATCGG 2536-25534
CAGTR (—) GCTTTAGCTTCTGAYACYGC 3025-30442
st repeat region spe-

cific for Japa-
nese strains
CAGIR (—) GCAATTTTGTTAATCCGGTC b
2nd repeat region
specific for Japa-
nese strains
CAGJF(+) CGCATCAGCAGETAANGEAGT b
1st repeat region spe-
cific for Wastern
strains
CAGWR (—) TECCCTACAMCACCSRAARCCAC 2797-28192
2nd repeat region
specific for
Western strains
CAGWF (+) AARAATTGACCRACTCRATC 2766-27857

NOTE.Y=C+T M=A+C,S=C+G R=A+G.

dGenBank accession number L117714.

bThese sequence data were available in GenBank accession numbers
AF043457, AF043458, AF04359, and AF043460. No entire cagA
sequences of Japanese strains were available.
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cagA 1a AP @R
CRGTE CAgIR E—

— R e R % S | JSR e

FRIY times R\

| RI RI D3
gﬂﬁ 9 Iﬂﬁ\‘m%‘}q\iugdqaq}d\ru'mu O 1EYIUN VIsbMI IV INTTIUEN CadyA 1d T e CagA 2a ﬁu [116]

2, Primers CAGTF/CAGJR Uaz CAGJFICAGTR et elusiuaesiiuefidiniz
U cagA 1a alulptd Weldlunisiiusauasa sy first repeat (FR region, 57
bp (base pairs)) ez second repeat (JSR region, 162 bp) ANANAL A
Lmﬂugﬂﬁl 9 [116] T4 cagA 1a Aulned asfisin R (EPIYA) B9azmnuungae

=

JSR regions 17 asin3 1l primer nnalu JSR regions uazilaaireananifuianan

[

Y @ & dI d? . o z’/ a
N'}LLZ\YJﬂ@51911)1@Wﬁﬁ’]ﬂ‘ﬁ\ﬂlu‘ﬂﬂﬂuqququﬂmﬂ JSR regions ANUUAINENIURIRNEA

u

1AuLaN 1ea1INN1I1 PCR fipanansld Aa

21, ANNEN9 [(236-242) + 57r + 162(n-1)] bp Wa n = 1-n luanamdwenlsan
primers CAGTF/CAGJR alTaianua FR regions WAL “r’ A5 wazdl JSR

regions NN “n’ A3

22, ANEN9 [222 + 162(n-1)] bp e n = 1-n lugamiduedilsain primers

CAGJF/CAGTR tHalaia1a1 JSR regions WinfiL “n” a%s

3. Primers CAGTF/CAGWR waz CAGWF/CAGTR aagine uadunesmiduenannig
fiu cagA 2a alulni weldlunsinanwanuTndly first repeat (FR region, 57
bp) wazLFMNLEIN second repeat (WSR region, 102 bp) ANN&AL Aauanslugili

9 [116] AIAININENUBIANEALEULAN IHRAINN19N1 PCR iAnauuie 1 Aa
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3.1,  @mene [(218-227)  + 5711 bp  luanemdwednlsain  primers

¥
=

CAGTF/CAGWR iHaimaiauau FR regions winfiu “r’ a3

32, AnNEne [(174-177)  + 102m] bp lugeddwenldain  primers

A
=

CAGWF/CAGTR 1Hai@aNa131s WSR regions Wiy “m” A3

4. AM391 PCR NBLANAIUAUAZiNanan 35 981 (cycle) Tnelundazsaudsynausae
IHgounni 95 a9AEATEa 1 W AMNA%E AN 52 e9AEATEA 1 W Az
QrUUQH 72 adAmaEaa 1w [117] luusiazsauazldoaingn 7 und iianayli

1ARNUIUNARATLS PCR LANT

M1234M5 6 78M

Al
4
Al
20

L)

A0
400
i)
201

10

b

4]
A4
20

1ik)

]
4041
S04
20
10

WSR - - - - 01 2 multiple

3117 10 f92I19N193LAINZINAAINKARATTI PCR 199 cagA &1 [116]
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Wwanigt PCR 7laldaseiidaanisin gel electrophoresis Iaald ethidium
) =< Y o e = A = | o
bromide @i 1.5% agarose gel azlfuassnatrsainnisAnEipaiiunnan 7

uanslugili 10 [116]
NNIAATITINAANNARSTTWT PCR 184 cagA Biu Inaigdantingangily 10

a Ry - PRI @ 1 a A
6.1. wonan 1-4 LL@@\?N@WLLW“V]ﬂm'ﬂVIN cagA 1a 8 IdAZLUUINNARAEALAULE

wneiunanseiann primer A ez B

6.2. UDAN 5-8 UAASHATIAAINTANN cagA 2a fu TRuiudfiadamaue

wnziunansaiann primer C waz D

6.3. w0 M iiluunanlduanauinluiana (molecular size marker)

a @

-dld ! o = a = o dl a a
6.4. ﬂ’]?VIZLI@"IEI@L‘ﬂuL‘ﬂﬂJuW@LL[F]ﬂIF]’]\iﬂiﬂﬂiNElM“ﬁHﬂL@ﬂ’JﬂM agaInduUTIed FR

region, JSR region 1az WSR region luaiuauinuansneiulliiuies

2819911 PCR WWaun hrgA 8y

1.

dumanlunisin PCR [110] ldifunmsianun 50 lulesams dsenevusog Taq
polymerase (Qiagen) 0.5 vitlagl uuntimanpaalas (MgCl) 1.5 Aadlua uaz primer

WARTIUA TRAA 200 W1luNTH

1 ' £%
I = o

N19911 PCR MBINNANUIUAENINGUNA 30 3811 Ieeiluwsazsanisenausag dunau

denature Tdgrungi 94 avALTALTA 1 W AINALE TURAL annealing NANIMNHAN

a

ndngnmnivaeNazaufNinIAnds (predicted melting temperature). 5 @9AIALTEA

=

1177 uag 52812 extension NG 72 avAntaLEaa 1 wivsenials (min/kb) 1a

a

a o rdl QI o v
N@mﬂm"V]WLWN@ququiﬂ
Primer 9114 1oun hrgAf Uaz hrgAr fauanalugiln 11

3.1, hrgAf aganumisil 252-272 lu hrgA 8w HAGUNN93ENEI299 nucleotide

a7 5° > 3’ Ala TCTCGTGAAAGAGAATTTCC
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3.2, hrgAr agaiumian 933-914 lu hrgA B4 Ha1AUN19EE9Fa989 nucleotide

an 5" > 3’ Aa TAAGTGTGGGTATATCAATC

S TirgA :>[ Ty TV %

b 594 bp ‘ . 550 bp ‘

hrgAf hrgAr hpMTI hpMr
> 2.3 kb <

locf locr

317 11 Primer 714 1un13%1 PCR 189 ArgA &1 [110]

4. vuansinel PCR AlaluAinsnzsfsaannayin gel electrophoresis @il 1.0% agarose gel

azlAuafuanslusinatieainnigAneian [110] Asuans g 12

1723 4

94 bp
50 bp
317 12 F2eeN83IAINZINAINKNARSDT PCR 283 hrgA i1 [110]
5. NMFALATIZFNAANNHARA LT PCR 2184 hrgA g Tmﬂ@ﬁq@ﬂqqmngﬂﬁ 12 [110]

1 o o

51, wasuinaganliddamannty Ae wnanlduanauiaiuians

52. U097 4 udneuanleannimeny hrgA 81 9e@ansnef PCR Nldasiaunn 550-

594 bp
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MsIALsILTINTAYN

v aa Y o =K
m@gamqmuﬂmm@ﬂwuuwmﬂu case record form

2. HANNIABINADIAIIANINAUBIMIIEIUFUITUNNGSlU case record form
3. uan19Im3A cagA alulnil uaz hrgA ain funnuenidudeysfunesdiausazau
NsILATIEUTaYA
1. n19a3dasa (Summarization of data)
1.1, deyadenninin agihilu feeas
12, deyaidelsuans aguhilu Aniede zﬁ'amﬁmmummﬁm
2, nistauedaya
2.1, AN LAY LHWRLS
3. NINARDUANNAFIU

a

3.1, deyasisnninan i Chi-square test 1138 Fisher's exact test
3.2 deyaideinnn 1 T test

3.3 Ap<0:05 DaTUAAYNNEDA



unn 4
a ¢ v
NANITILATITUNLDYA

NANISILASTIZI

v
% 1

éﬂfmﬁwm 100 AuRiddanlulnsan IS ususifau 5.0, 2550 A ileu .8, 2551
§Funsdesndesnmanaine msdausunudond filsnenuiaqinaensnl  uaz
(5aNENLNABITHANARS WATATIAWLITE Helicobacter pylori Tnautiediloedly 2 ngu A
flaefiiulsaunalunssinizansiazdlfidndausiu 50 Au (nuunalunszinizanng 42
AU unalLA AN 3 AL UAY WHAvElunIsITa M suas A ANy 5 ALY) WAY

filaeflulsanszmazasaiialinuung 50 Aw

ANz NUsIUlnesIN

&g

s:Iﬂfm‘;Twm 100 AW wweavalailudanlvey (52%) ‘ﬂ’]ﬂL’ﬂ?ﬂlﬂ 51 U lneiiosang Ao
22 - 76 1 daulnnjilsznavel@n 69% m%wﬁmﬂ‘ﬁ'qm AD §URN9 29% filaaynaiennsog
87N19 dyspepsia F9AININBNNIBALLLTIEY 17% uar tnpgaansuiludnn 11% Hiladou
Ineylaifilantszansia (84%) savasnn Ae leanaanaulalings 14% uwaz Tsalasiuluinengs

6% TNLAZIDEAAILAAI LA 7

F1N3797 7 Anmiziugiulnesonvesdioalunisfineisine 100 Ay
Fouils AR
LWABELN 52%
e 4 | = =
a1l (Akade + AdeNiLuNIngg L) 51+ 13 1]
=
AN
Tdlstlsznauandn 31%
FURNS 29%
AN 18%
41979019 8%
1ngsna 8%
UniFau snAnm 6%




A19719% 7 (5i9) ﬁﬂwm:ﬁuﬁm‘imﬂmmmBﬁ’_jﬂfmslumi?im:mﬁwm 100 AL

AaLkilg

T de s
AR 16

v 1 T
Wninga (Aady + doudenuuninggim)

62.6 + 9.3 NN.

ANNAUTAINAN (ANLRAE + mwﬁmmummgm)

125.4 + 10.1 §u.Ugan

AHALlaLad AN (Aeae + 4ol

80.4 + 7.5 Nu.Ugen

NIRTFU)
UsedmlsANZITINIZINNZa1109 bATaLIATY 0%
sedRlsaunalunszmazatvnsiasan ldiandanmu

32%
TupsauAia
T9At52a160
1aiflsmdszansin 84%
1 {sm 9%
> 2 19p 7%
ﬂi%ﬁﬁlu@ﬁ 25%
ﬂi:iﬁ@umﬁl 18%
AN IRNLLANE
181019 57%
> 281119 43%
mmnﬁ@uﬁ@uwmwﬁ(alarm symptoms)
laflann1simeu 20%
181019 68%
> 281179 12%
@ﬂﬂﬁ?ﬁluuﬂﬂmﬁﬂ@”}ﬂ dyspepsia
RN 17%
fneigaaesziiudnn (melena) 1%
1qaTie9naunaIeAu 10%
Aauld 7%
UGN 6%
Bl 5%

a7
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A19719% 7 (5i9) ﬁﬂwm:ﬁuﬁm‘imﬂmmmBﬁ’_jﬂfmslumi?mmﬁwm 100 AL

Fianls AR 1S
21NN9RUUBANNTLBAN dyspepsia (5f)
ninam 5%
NG 1%
SLEIZINANIBIDININALHTTINENLNA (ANLRAE + 5
o 60.3 + 61 4u
doudeauunnggaw)

e &’ 1 1
AnsuzNuzIULanANNgNIaLlg

giloe 2 nqu Ae dubaniiulsaunalunszinizetmsuazarldidndousiu 50 A uay
7 -ai [ a 1 o/ -A/ %’/ 1 1 1
fulsenidulsansuinnzaavnsafinlinuung 50 AN Anmuziuguaesiasenguinedoulug
Tuansineiu Adnwaisiuanseiu Ae filasmiiulsaunanssimnzanmsuazanldidndousiv
= dl ' ¥ a 1 ] A oo o0 o aa = o
Nangadngandn gilaelsanszmivevnsriinlinuung atnadltdAuneadia (54.6 1 v
47.5 1 muad) wenansudsiinonsulauaainangindd (82.1 wu.dsean Ay 78.7 .
san muanay) Hennismeuldisandisog (92% fiu 68% auasL) tnsdanagaanszily

v
AANINNIT (18% U 4% RINAIAL) BAZNINLLANETA8Isz eIz IIaNdunNINeae (77.3 Fu AL

43.3 J1) 8azReAAILAAd l1A1197) 8

P1997 8 zﬁ“ﬂwmz‘ﬁuﬁmwﬂmuﬂ@'mméﬂfm (NUD ha gilaslsanszimnzanunsaiia
Tdnwuikg, Ulcer Aa gilalsaunanszinizasuazanldidndousiv)

pauLls NUD Ulcer AN P*
LAY 60% 44% 0.109
ang) ()™ 475+ 143 54.6 +10.7 0.006
BVIN 0.358
Tdlelsgnatenan 24% 38%
F1dn9 30% 28%

* A1 P < 0.05 D91 A Atyneans

= Gl Eeiunns uaneAtu Alafe + mmﬁmmummgm
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13797 8 (sie) Anmnuziuguuennunguaesdias (NUD Ae gilaelsanszimnzensaiin

1 A P o Y & ] L%
1NWULLN@, Ulcer Af Eﬂﬂ’)ﬂtﬁ‘ﬂLLN@ﬂ?ﬁLWW%@’]VW?LL@Z@’ﬂ@L@ﬂ’&qulﬂu)

Fiautls NUD Ulcer A1 P*
BNTN (5iD)
ANTINEl 20% 16%
41919n"9 6% 10%
1ngsna 10% 6%
NGy WnAnen 10% 2%
Swming (nn.)* 62.3+9.9 62.8 + 8.7 0.822
ANALEAINGN (W 1lsan)* 123.9 + 11.0 126.8 + 9.0 0.144
Anusulauealndn (uu.lsen) 78.7+8.8 82.1+55 0.026
Usedmlonunalunszinizannag

28% 36% 0.391

uazanldiandowsiuluasauaia
Tealszansin 0.847
laifiTsAtlszansia 86% 82%
1190 6% 12%
>2Tsm 8% 6%
Tsppausulaiings 14% 14% 1.000
T9ALLMINU 4% 6% 0.646
Tsavialaanmiaen 4% 4% 1.000
Tsnlasiulunengs 6% 6% 1.000
ﬂ?ﬁ“ﬁf{umq 22% 28% 0.488
ﬂﬁzfﬁguuvf' 16% 20% 0.603
annAsTWOUNTET 0.546
121117 62% 52%
> 227119 38% 48%

* AN P < 0.05 D91 A Atyn9ans

= Gl Eeiunns uaneAtu Alafe + z@'qmﬁmmummgm
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13797 8 (sie) Anmnuziuguuennunguaesdias (NUD Ae gilaelsanszimnzensaiin

1 A P o Y & ] L%
1NWULLN@, Ulcer Af Eﬂﬂ’)ﬂtﬁ‘ﬂLLN@ﬂﬁ‘ﬁLWWt@’]MW?LL@Z@’ﬂ’&L@ﬂ@qulﬂu)

Faudls NUD Ulcer P P*
ANIRAUNAUNLLANE (alarm
0.015
symptoms)
ladflanninman 32% 8%
1 21N17 56% 80%
> 28719 12% 12%
aNNNIAUUBNIMERAIN dyspepsia
GEIVEN 16% 18% 0.790
onagaanseiilu@an (melena) 4% 18% 0.025
Uapviasnaunateay 10% 10% 1.000
Pauld 8% 6% 0.695
UGNl 6% 6% 1.000
AAE 4% 6% 0.646
thainan 4% 6% 0.646
NENGH 2% 0% 0.315
9ZIIANTDIDINATABUNA
77.3+70.2 43.3 +44.8 0.005
T99NILNG (1)

* A1 P < 0.05 Nad1 AdAtynians

** Gl meiuns napeALTu Aafe + z@'mﬁmmummgm

et AnEE RN LN WANANILIee e iisesngans 4 Anwale 11 Binary
. . . dl o d” dld ] a M yva o d”
logistic regression iavAnHTNUgINNHANLANANAT e I AR NaA NN T Ig Y

1 v 1
a1 wud1 AnwnsuguRIRaNuAnsinedaldedAnynasatia i sseziaannieunn

WU (P = 0.009) Faldnalidnisnan 9
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AN39R 9 Binary logistic regression mmﬁﬂﬁmzﬁuﬁmﬁﬁmmumr}ﬁmﬁﬂuﬁﬂwﬁq
ABNQN
Variables in the Equation
B S E Wald df Sig. Exp(B)
Step 0  Constant .000 .200 .000 1 1.000 1.000]
Variables not in the Equation
Score df Sig.
Step 0 Variables  age 7.417 1 .006
dbp 4.991 1 .025
alarm 4.897 1 .027
sym_dur 7.802 1 .005
Overall Statistics 9.967 4 .041
Variables in the Equation
B Sk Wald df Sig. Exp(B)
Step 1*  sym_dur -.010 .004 6.888 1 .009 .990
Constant .598 .296 4.087 1 .043 1.819
a. Variable(s) entered on step 1: sym_dur.
Variables not in the Equation
Score df Sig.
Stepl Variables age 1.383 1 .240]
dbp 1.692 1 .193
alarm 321 1 571
Overall Statistics 2.196 3 .533

dbp = AnnuaulauedIndn, alarm = 8nT5uAeY, sym_dur = 38ZaNNaNNN LN
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- - &
NAN1TANENEUARILTD Helicobacter pylori

HATAINNIANE cagA EUMAIaINTin PCR uaa giaea gel electrophoresis Taerld
primer CAGTF/CAGTR Aauandlugid 13 Gewdanalddn damsanun@ndoued PCR 2uin

500 bp W@M931 [EaUN cagA B

500 bp

317 13 NM93AIZUNRANNHARALATI PCR 183 cagA il

HATIDINIANEN cagA 1a BuNAIaINTI PCR ude 16ig1laes gel electrophoresis A9
wanslugi 14 Tuwlanalddn dmsaanukaRdnegl PCR wua 293 bp laald primer
CAGTF/CAGJR T98iL RIQ@NLHARNATLT PCR 2174 222 bp tneld primer CAGJF/CAGTR

- A =
LWRAMNIN LIRUUN cagA 1a &l

CAGTF

293 b
CAGJR m P
CAGJF
CAGTR =222 bp

917 14 N193AIINRANKARTDT PCR 199 cagA 1a fiu
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HATIDINIIANEN cagA 2a BUMAIaINTN PCR uda 16g1lae9 gel electrophoresis A
Lmﬂugﬂ‘ﬁ' 15 sautlanalddn FmmanunaRsuT PCR unn 284 bp tweld primer
CAGTF/CAGWR 39U MIMQWLNARAY PCR 21 276 bp 1laald  primer
CAGWF/CAGTR uandn idatid] cagA 2a flu

CAGTF
CAGWR 284 bp
CAGWF
CAGTR < 276 bp

U7 15 M5z inaaNNAnA el PCR 2184 cagA 2a &

HATBINIIANE hrgA BUNAIAINTIN PCR uaa lagiaas gel electrophoresis Tnerld
primer hrgAfihrgAr fauanslugid 16 Gsudlanalsnn fansaanunaniet PCR 211a 590

bp kAAIIN TRNUN ArgA B

917 16 N19ILAIZINAAINKUAATTUTT PCR 183 hrgA 8iu
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e Helicobacter pylori %wmﬁ%”mmiiﬂwﬁ cagA 81 Tnawy cagA 1a alulnid
26% WAz WU cagA 2a alulnil 74% dau hrgA St Wil 52% aeaiderianun Tnedi
paalunTaeaiiuagesansani wudn Alulnid cagA 2a faufull hrgA Sl wm_i@ﬂ‘ﬁ'zgm
(41%) 7990311 A Alulnil cagA 2a walddl hrgA 8w 33% daualulni cagA 1a s ldd
hrgA U wu 15% quuﬁiuimﬂﬁﬁ@mgm Ae Alulnid cagA 1a sauful ArgA 8u (11%) Na

NIANEIAIUARSTUANTINT 10 AT WHUNET 1 1Az 2

AN3NT 10 ANTNUEY cagA i cagA atulnid hrgA Eiu uay Alulnillnasn Anseany

2831T8 Helicobacter pylori Tugiloaiaviam 100 AL

fauls AR5

cagA 100%
cagA alulngd

cagA 1a 26%
cagA 2a 74%
hrgA 52%
alulnillnasoy

cagA 1a, ldwugu hrgA 15%
cagA 1a; WUE hrgA 1%
cagA 2a, Tdwudu ArgA 33%
cagA 2a, WUEW hrgA 41%
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ANINTDY cagA 81 cagA Aluln uwar hrgA Bu NIRgANLL9AITS

Helicobacter pylori Wugilnaivianan 100 AL

100%

cagA cagA 1a cagA 2a hrgA

ANNENEDY cagA aluiniluas ArgA Bulaanissnvisaasiuiingmanyaedite

Helicobacter pylori WHilagiisuda 100 AW

41%

33%

15%
11%

cagh 1a, hrgA - caghA 1a, hrgA + cagh 2a, hrgA - caghA 2a, higA +
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\NetNAN1INTIAENYeNTe  Helicobacter pylori NWLNANNNgNTagElae Wid
v a 1 v o ¥y & ! v
filaelaanszmnzannsatinliwuuna uaz fulaalsrunanszimnzainsuazan l&iandausi

# cagA alulnT uaz hrgA B laduansinaiu Aeuandlunnsan 11 uay uNuOi9 3 uay 4

A1397 11 ANNANWUSUIe9EUNRaNLILeaTe  Helicobacter pylori fiulsATLATY
(NUD fe filaelaanszimnzaasafialdnuuna uay Ulcer Aa filalsnuua

ATLNIZANMTLATAN LELAN A 1FL)

piatkls NUD Ulcer AN P*
cagA 100% 100% 1.000
cagA alulnil 0.648
cagA 1a 28% 24%
cagA 2a 2% 76%
hrgA 52% 52% 1.000
alulndlnason 0.769
cagA 1a, ldwufiu ArgA 14% 16%
cagA 1a, WUEW hrgA 14% 8%
cagA 2a, Tt hrgA 34% 32%
cagA 2a, WLEW hrgA 38% 44%

A1 P < 0.05 0091 Adad 1Aty 19ans
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ANANNUSERY cagA Aalulniluas hrgA Bunmsianuaesdia Helicobacter
pylori fulsaifintin (NUD Aa filaalsanszmnzanunsaiinlinuung was

Ulcer Aa gilasTsaunanszinnzanmsuazan diandausiv)

80%- 72:4 | BoF°
AN
60% - 52% 52%
NUD
40% -
28%
2 M Ulcer

20%

cagA 1a cagA 2a hrgA

ANANALEIRY cagA Alulnduaz hrgA Bulaanisniaaesdunnmany
2931T0 Helicobacter pylori fiulaAMAATL (NUD Aa Hilaalsanszinnzaing

#Hn lwuwna waz Ulcer Aa gilaelsnunanszinizanmsuazanldidndonsiv)

NUD 4 4%

B Ulcer 34%

P = 0.769

16%

cagA 1a, hrgA - cagh 1a, hrgA + cagA 2a, hrgh - cagA 2a, hrgA +
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HANNTRATIANT cagA T4 uay hrgA ﬁum@\u%@ Helicobacter pylori @Wﬂéﬂ'aﬁl%\‘mmﬂ
W91 FravuanIaamLd cagA 81 lneny cagA 2a alulni unnnga cagA 1a alulnil (74%
WeILiL 26%) @934 hrgA SUNL 52% evauaalulndreduisaaduimuiu wodn alulngd
cagA 2a TNful hrgA Sl wuﬂ@ﬂ‘ﬁ'qm (41%) 7298911 A2 alwlnil cagA 2a usldd ArgA
g1 33% alulnil cagA 1a uslddl hrgA 8w 15% uaz alulnil cagA 1a sauiull hrgA 8u

11% RAINAIAL

NANNSATIANN cagA BU WAz hrgA 81aead@ie Helicobacter pylori Taend3eLiiay
semananangiaeiilulsaunalunszmizamsuasanlddndqusiu - uaznguitenduln
a 1 1 = = 1 | o %’/ 1
nazinzansrtin ldnuune widn cagA alulnl uaz rrga Bu Tluanssiuluicasangs
Tneny cagA 2a alulnil unnndn cagA 1a alulntl uaz wu ArgA 8w unnndn Tdww hrgA Biu
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andsauanisaas

AYNUANGNITBIAN LT U Lo e ieaesnguutennisaifiATuaINN13FR
v ! !
i Helicobacter pylori Tnainugilaelsaunanszinizanmnauazanldidndousiu Hengiade
g fibalsanszmnzannsaialinuung - Wiazesunaldainnensintiavesnifaime
TneinsAnEe Helicobacter pylori Miszels BuAUAZNN WINAN I NLALTRINILNIZBIMTABU
o :l/ AI al t#l dl a a k7% d;/
wasaniiaz Fndnslasuwlasestiayionsswazamng waziialsaunsndenauly
U g d e s A o
Mands wdsanfnnmeuszernaIniloude daudnmnuiugueui asuneldainlsad
! o v ‘ﬂl o Y & Zj/ % = A
uwansinaiuaesdion nenlzaunalunszinizaimsuazanldianty dnasliannakey uas

iuarme WgUhasnuunngidanaafibeniiulsanszimnzewsaiinlinuuna

HANNTATIN cagA ﬁum@\‘u,%@ Helicobacter pylori mmﬁﬂmﬁwm ‘171|W‘1_| cagA 2a
alulnt 1nndn cagA 1a allnddy uanea nnisAnen caga alulymTlugaausn [103-
105] @9l cagA 1a alulyid 1nnlualsemAuntiede dou cagA 2a alulnTwuunnludsyima
woumzduAn uspdafumsAnEanUssnARat [106] finudn caga Alulnivevaed
cagA 2a uaz nsAnelulszmalng 2 nafnen finy cagA 2a alulnTunnndn Aa 55.4%
[107] WAL 51% [108] WAFANA 1 NA3ANEATIN cagA 2a alulnliesndn Ae wu 49.2%
[109] Fuilesannusaznisinniipeisunnsresesdlagiidnsannsing  eluudidenna
?1'u1'71'@$;_uimﬁﬂ lsAfifintuannie Helicobacter pylori Tmﬂiumqmiﬁﬂmmuéﬂmﬁ'Lﬂu

TeANzIFINTINZe9Ne 13608 I T RNANTTANELANFANTY

- X , .
HANNIATIANT hrgA BUTBNITE Helicobacter pylori AMNFUAEIIANNA WLAIINTNTDY
= 1 e dl 2 o Yo dla é} . . o 1

hrgA Buwinriu 52% aapdedudieafnfnima Helicobacter pylori 11amziupnuinnan Tne
gilhamnqpzduanifa@me Helicobacter pylori WUH hrgA BuWindy 50.8% [110] uas 49%
[111] dougileenae@anziuaanifnime Helicobacter pylori WUH hrgA BUWINGL 24.6%
[110] waz 29% [111] AsaxuansedanaiinaannnsiglaenidasaunsAnsuansaaiiy As
Z’/ =& dl 1 = Yo dl [~ [~ o Y & 1 %
MaanisAnEIEIuN Athanidulsauzidanssmnzanung waz Teauualugnldidnaousiu
| @ ~ ~ X i , = o ]
faNAng wazanalnaaInnsiiie Helicobacter pylori ilszinelng HAanuguussdeandn

a o

dszwmAwnuiedanzduean  saiulssmanfdnsniaialsansiansuinizenmnsgs i

'
= [

3
Usewealnafinuiinnshinimie Helicobacter pylori lwdnsfigesneiulssmaunue@anydioan
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HANNIAIIAN cagA BuIBNLTe Helicobacter pylori Taafsauinausendnagilonang

nauuananlsaniinIy wudn cagA Alulnil Tdusnsinsiuluisaasngu Inawuatuln
o v ! = X o =

cagA 2a wnndn Alulnil cagA 1a  Tuisassngy Seuan sAnsBmeuiuAaINIsAne
WAn [107, 108] Belainuanduiusaes cagA alulnilludibalsaunalunszinizamsuay
anldidndawsiu uazdiloelsanszmnzanmsatinldnuung uwinumudNRLSI99 cagA Alu
nTlugiaalsauzidnszmnzenns wensuiudihanlilaiulsauzifanssmnzaims Tag
wu  alulnl cagA 1a TugilaelsanziFansanzammenanningilaed lllimdulsauzide
NILNIZBIYNT AB 71% Wiy 39% [107] way 71% Wauiy 34% [108] Aatli cagA alu
] Aslugrunsaldiiuipresnnng (marker) UNUendN@e Helicobacter pylori taRAIN

TUUT

HANN9RTIANY hrgA BluaeakTe Helicobacter pylori Iagifseninauseninggilonang

. d My . W W S o
nanuenanlsaifinaw wudn  Angnaed. hrgA  enliuansneiulunisaengn ana
= A Y = o = A4 o a A = ' =
NIANHHMHBUALNNIANEINARINITANEUALINY hrgA BunAednIne [110, 111] o9
Tinwumonuduiugaes argA  auludibalsauualunssmizenmsuazanldidndoudu  uas
filaelaanszmnzannsatinliwuuns  uanuANdNRusIeY  hrgA  Buludthealsanzid

nsziwzes Wamsuiugilhanldlmiulsanzdanszmnzanms lunisfneman [110]

¥
=

P 2 =< W oyio X / . =
LANANNYINARNINITAN I 1&]1@“'1[,51]@ Helicobacter pylori qqﬂﬂ?ﬁLV]ﬂiWﬂﬂqu?Q@ﬁ’]ﬂu

©
©

o a K

AatiunsAnIqeluasell Avdeauendeyaned hrgA BunaWIEILUNIsRATS Helicobacter
pylori Tutlszinalng n1an hrgA Bulsilaiuiladeniiananguussnesia Helicobacter pylori
paunnulunnsAnEuIngares hrgA 81 [110] a1ailiesannisineianty wutuillae
o a o 1 v dl -] al d’j o o‘d‘ :j/ =3 3| o/ [ a‘ndl

dadny deldnmuminniamneuaedul Anuduiusinuivaseiailuauduvusang
AINNMsNINIsILRIZilaaNsuLianaNeiael (subgroup analysis) Taelallaifluanudumiugy

wriasenile

NANITAFINNT. cagA B WAz hrgA Sureude Helicobacter pylori-taatinalulngd
Taason . dclduaroavisaastiunnsniu. - snulsainiausyndaengudilesiiuisanualy
nszinzasuara ldandousu wudn Tduansreiuluisassngu Tnanwuatulngd cagA 2a
' o = a2 . A > ' 4 = X o = A
$ouiui hrgA Builu Uesgaluivaengs Wasannisdansiidunisdnmeuen Aagaam
= :j/ = a’ll| o o o = =K 1 = o =K ¥
Auieaasguiliniue  wazihuinalulndleasn addaunsndraudeuiunisdnenlalé

¥ ¥
nan1sAnwtasideyannugnaesalulndlngsnveasie Helicobacter pylori lutlszing
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