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Inflammation and apoptosis are H. pylori-related cell responses. Plants extract
is an alternative H. pylori infection treatment due to an elevation antimicrobial
resistance. Kaempferia parviflora is a Thai traditional medicine for gastrointestinal
diseases with anti-H. pylori activity. Thus, the effect of K. parviflora to inflammation
and apoptosis was focused in this study. K parviflora extract (KPE) and curcumin (CM)
were screened for cell viability by MTT assay and IL-8 secretion by ELISA. KPE to
monocyte and neutrophil chemotaxis was undertaken by Boyden assay and caspase-
3/7 and 8 activities, DNA fragmentation was done by ELISA. CM exacerbated cell
viability more than KPE, and could not reduce IL-8 secretion from infected AGS cell.
16 pg/ml KPE not decreased cell viability but reduced 63% of IL-8 secretion and
inhibited MCP-1. KPE decreased 61% of monocyte chemotaxis attracted
by H. pylori protein and LPS of E. coli. Neutrophil chemotaxis attracted by IL-8 was
also inhibited by 57%. KPE reduced 85% and 24% of caspase-3/7 and 8 on infected
cell, but not decreased DNA fragmentation. Accordingly, K parviflora is an effective
herb for ameliorating cytokine secretion, leukocyte chemotaxis and caspases activities
which are the major pathways of inflammation and apoptosis mediated by H. pylori

infection.
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U
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a

32 lulpsnsusiofiadans Nllanadutuvesgnying DMSO 0.32% waz 0.032% #ivian 24
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'
=
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JUN 21 nsmluanignsnisdudavesansainieiaasdnnainnssvea A dudusiige

AON15N52NUVIINUIUTAA LU R NPAa UL a9 INN1SABUAURIRB L USAUYD LD

JUN 22 nsmluanignsnisdudavesansainleiasdinnainnsz e AUt

fON15N52N8VINUUYaa LI UlYATIARUNLLDI9INNSHOUAUDIRD LPS U89LY0

JUT 23 namuanalesidurinisuanteanvas CD11b veuwas HL-60 na1RIngNNIzhL
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[
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A8 6, 12 Y 20 T 00 e 106

a
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Ui 1

UNUI

1.1 NuuazaudAgvasdam

Helicobacter pylori (H. pylori) {usupiiisaunsuau sUsiunden dunanaaan

ldlun1siadeud anaunsadiasiodngauladne iesaneduleousdludauinday

[

nides wagarunsainsednaugaulaen1sSulssmuemsTINiunIasuUTENIU
mmiﬁ‘duﬂauqfﬂmiz (1, 2) lme Centers for Disease Control and Prevention (CDC)

Yo 44 a d’lj dydl ¥ (Y I N I N Ao o w
lndnlin1sAneliineidesiunisveaiien laglanignisvieafienluusemannaanaun

o Al

- o = = a & X a v S a
seUszimandguowtlenlia wazilosnnmsindetifialadielaritomienisinse
ad = ! 4 (% a dy v
va1835 Fedanalinudnsinisinidegaussuia 50% vesuszyinsialan
lavludseimalneddnsinisindauszuias 57% diuludssinaioudiu 1yu

a N o a tgll = a
NEAUNLDATINTAALIBENDS 75% (3) Lagau 67% (4)

\Wo H. pylori fne1deuagnalsalunszinize1nis tesinaiuisanuegly
AN1ENIATDINTLNIZRIMT AR InsrdaaduaunsaveeuledgTiealunisdesane
gisslunszinnzomsuarlanandmlunenludeniignsidusraniiesnsnsala
mdsanunsalydiduelionvainseinzarmisiedesiudiiesainnsaladnme (1)
wazillosa1ndnsAnwiunuInYe sl H pylor AUlsANLLSINTEINIEDIRS

1 % = v Ao v oo g I3 a
28190199719 Tngnudweilituladendrdyviliwadnszinnzemnsunfeuudas
TWuasfinsudadufiudunuinaunfvilinareduwaduesela  dsiu H. pylori 3agn
[ < ! < a = 1 ! N v v v v = 5 3
Joduansneuniseusziany 1 Yeglunduideaiv hifadudniaud ynsuazueansees

Tngaunsadniliiwadnarelumaduzislalaglidetodeladeduuiatduvayu (5)

[
=

TsangiSeainuInianuieldesiuideilfe castric adenocarcinoma, gastric mucosa-

associated lymphoid tissue (MALT) lymphoma tJudu sisinuinlunivieleny Juoen

'
=

figufinisalvedlsruzisenssinizemisasngalulan InefigUAnisalidunsmileves
gufnisalnlandsaenndoslyniugiinisaluesnisinido(6)

TaeTud 2012 a3An15auTelanlAse9UdnIINITANLTANELSINTLINNZ 9IS MU TEINA
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= 1 = [d v A IS (Y
UL 30 AUADUTLIINTLAUAU GUQL‘U‘L!EW]?'W&I’WﬂVIE!G]sLuL’EJLGUEJGlg’JU’eJ@ﬂ,

2D

9

Usznadudl 23 ausaUszuinsuaunu diuludszimalnenudnsinisiiaueziss
NTLNILDINT 3 AURBUTEVINTLAUAU

! %
o < Y

nalndrulngnviliiiaugiiinssinigenmstusidedadoannnsdudonas

NIMBUANBIURATaAINUIY lnadtallidadunnusunsewneg Wy adhesin Aildingin

LAANTELNIEBINNT, vacA cytotoxin Wag cagA protein (7) NllAuaudAnseeu

a = aaa ) ¢

NMInaUANeIvDIs N lMduegeR FeUfAsen1sdniauwasnIsuIUNIINIBYRTAE
s aa ' a <
wuveglnlndailuaeenszuiunisniunuinsenisiialsaugisansziniegsnis
lng¥aduAUTUL TR YR INTANTEAUNTEUIUNTENEUVRUTAALAENTY NF-KB
= & o w v 1 a aa a" ¥ v
Futuluanandrdynisnensiaduvesislalaivaisvliannianufeideiunszuiuns

[ 1

gniau wu IL-1PB, IL-8, TNF-O uag MCP-1 tnefilglnlatiwantdnvimiindiduansisgn

a d'

WaaNALIToIAUNTZUIUNITONLEUDUS UFUTuniinishniie Taslanizigad

] [y

% A a a a e sl o o Y o o & ay
diaidenrviadilnsiladuaslululeaniviminvanlunisidaelussuuniauiu
LWUU innate immunity yana1niddadealnuusssvendonazlelalaiuissiingin
Ufsensdnau aunsanseduliianasieg AdunumdAysenisaenuvaslnlnds
YOIGASLEDYNTEINIZDINIThAELaasauN I ANEansalunsEin1zIng
% o g vo s & = T
mgwglvlidnuugaduazanudunsalunssmzermsanas daduladenisluns
A3 TS YR UITIVDUTBLAZINLSEAUNTNDUAUDIVBULAS AINAlANTELINIZDIMNS
fingnSanniigunssusazrerainisadulsalufsszezuzisnszinnzems Wewnais
ayyadaszMlunandnannszuiunisneuaueswetgadaunsadniliasiugnssuly
aRgNYINAIBLAZIAinN1INaNeNUGLTIINANIE oxidative stress 14 (8)
JagiiunsshenisinetlazldennandinsdeTusezlnstanlea Juduendu
dl 4 v

adndldlunisSnwtossiu (First line therapy) wilutagtunueiinesosvs 2 yin

UNTU dINalnUsEansn1nuee1lun1snI9nlInennaNNTLINILDIRITANAI LAY

=

Mg Uaeiinisfndonuuiiods Fadrlugnisiialsauziianszinizormsle

aa

$TUATHIIUIUNINANEINISLTAITANINTITSUIIANLAINUUABANERDI19N18LND

jd)}

) Y] a ¢ & . a = &
ﬂ']iiﬂ‘l‘iﬂLLaSﬁa\iﬂuwgqﬁaﬂqwmBQLsﬂfaaLuaﬁﬂﬁlﬂLEU'E] H. py(OI’l Iﬂﬂllﬂ']iﬂﬂ‘lﬁ'ﬁ/]ﬂlu
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AUNNSEUEINITAT VR TENT0an T AU TULTIAII VB LY LU @15 catechins
ﬁwumalu%mmmmmwLﬁuaaaﬂmnﬂsuwaummﬂawumam (9) @sannan
=) ¥ a = o ¢ a
finvioaduludszimavifaniuainisaannisinauvesouleiysiea (10) uaz
@19 curcumin 91nvdUTUanAINaILITalunITINIEAnve TR ULLad lAla Ul
n1saslulefladvaade (11) vaddvisnuidednwluternuaiunsovesayulnway
= A dg v o P Y} a 3 2 A a &
Ayuneilanldusznavomsiuasiseuiedosiunisifnwaduziiauieswnnsiaie
lunyneaes (12)

o

wennidaiinsfnwmansayulnslunsdudinisnevauemiegliduiuvead

U

aa

Tnslangnissniaviaznisozininda wui-luwaddifnidodnisnssdunisdniay
Tnenuindnisuansoan NF-kB wazdnisifungveaniiluiana kBA iu1ndy
¥l NF-kB anunsanensiatulelaladsnagly sieilans zerumbone armuninsedio
A3150aAN1TLAAIBONTDY NF-KB @15 apigenin inunnnludn walsl eengnisuds
nsrulunIsiiungeaavuluiana kBa ld (13, 14) a15ain1neulseuay
813 curcumin A1NYALTUENLNTIaANIV sarn1suanteenvesdulelnlalfiddy
lunsguaunisoniau (15, 16) wagdis cyanidin 3-O-Glucoside ﬁ%’magﬂuﬂﬁjm
@15 anthocyanin %"’qwumﬁtuwalﬁmzqaLuaﬁfmmmé’ug’qmwéﬁ vacA cytotoxic
1nde H. pylor dwaldiinnsansziunsvinaursseules caspase-3 way caspase-8
fifunumddalunszurunmsmesuvesiniviavesead (17)

nszY18@1 (Kaempferia parviflora) \Jufisfinuléludszinmauniau
fiansoengniniadininiidrdny 1dun @1597m9n methoxyflavone dsagnuunnly
dumimesnsznes fnsnuiasatanssoemilgndiunissuduuaiiteuanton
(18, 19) wazdudanisuds TNF-Q wazlussneonles 91nnszuIunIsenLaUTeLTadi

Y Y Y v o a o 3 < < P
ANNITHAUNIY LPS (20) MNEI@IUIT08ULINITENUITUIUVDUDAAULLIILUALADAVIILLAL

< 1 S

i3 aen1iulg TnsdwasuliinnisnierowradustSIwuUa TN NG an1UN 9

n1svieuveseulesl caspase UINAU (21, 22) MIUNUIINTEHI8AIEIUITO UL

(%
=2

a & .Y M v v u a P
N13LASEYHALNITUNINVBNTD H. pylor Lgwadnta (23) mevnlldsduiivgiuladi
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A15a7AINATLVIAIUITTIVAANITADUAUDIA1I) VB NTaduazUaaAun1sLAn
wgBanMUeLadLliesINNTRne H. pylori e
HBI9INNANYIA1TAIRAINNTZVIUAIRONITAOUAUDIVOIUYAA NTZINIZDINT
=

NRAe H. pylor Wuileged193nin Tuauidedlanagnaaeugnivealsann

7a9LTANIINNTLIBAIRDNISIUIINITNTEUIUNTDNLEULALNITANE L UUBE I NINT &

—

NdunuIdrAgRen1TAaNe1san WlUATEINIZRIMNTNRALTD H. pylori SIuDIANYI
nalnseauluanavesalsainlofiassdinnannnIzyvI1eaIfonIIN1588NgNEAING7
FefayanlanilulslonilunsldasadnannssmedilunissnewasJesiunisia

wersanmlunszinigewnsidlanvsainnisiaiie H. pylori

1.2 ADIUYBINISIAY

i%
v

A13ANANILYIAAINITN0BNNTIUSINTLUIUNITINAUTDUTARNTLIN LB TNAALYD

H. pylori T3l

asananszIemanInengsiuiinsndsuiiveswadidadenynvialululesiuas

o
fa

Tlnsfaanineaiunsfinie H. pylori lauseld

(%
[

AN9anANITYIBAAINT000NNEIUSINTZUIUNTOLININTAVD LIAAN TN LD

Aowtio H. pylori lawselal

1.3 duuAgu

1.

AN5aNANTZYIAIAIUITADBNNTTUIINTZUIUNITONLAUTDULAANTELNIZDIATN
Anwtie H. pylori ta

[%
v o

asanansEemamnTneengnddudinisidsufivessadidaidenyvinlululad

s (% a

wazihlnsiaarineriunisinie H. pylori 16

(%
LYY

AN5ANANTEVIUMEINITADINNSTUTINTZUIUN T NINTAVDIUTARNTLLNIZ DI

NaaLe H. pylori 1
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1.4 TQUszaeAvaIN1SIY

1.

WENAFOUN1T88NNTVDIATANNLOTaDETANAINNTTV18A1TUNITEUEINTZUIUNIS
SNLAVVDAYAANTLNIZDMTNAATD H. pylori

NONAABUNITOBNANEUDIANTAINLOTADEBLANINNTZY18A I UN1TEUEINITLATOUT

e o

=] a & a a 1Y) a & .
voadlindenvrialululsduaz ihlvsilaaiiesiunsiniie H. pylori
WBNAFOUNIT8NNTVRIATANN LA ETNNAINNTEV18ALUNITEUEINTEUIUNIS

ALUUOEININTAVOUAANTENIZDMTNRAT H. pylori

1.5 YaULININUIY

Tunidedldadugziianseinizo1mseiln adenocarcinoma (AGS) WagnAdaULND
YBINTEYNYAINANANI8LON A0 TLANABN1TBEYTOAVBUTAR AGS A87T MTT 911U

WNeldesi e H. pylor agWuguInggIu ATCC 43504 UanAdaUnnSUINTEY18a

[

Nannmylefiansdnnasnseulun1sen@ulnen1snsIain IL-8 Ae38 ELISA uagnsivin

MCP-1 #7875 Western blot s2udanaasugnslunisdudinisindounvesiaas

dl = 14

dinidenvfignisgaselusiudiadnainiie H. pylori aneuguinsgiu ATCC 43504

Y Y

way LPS 9101%9 Ecolivaatsaduzisusintasnv1ivdalululad (THP-1) way

a v 1 |

npgaugMdRInafewadiinadenyndlnsihanuasullasunaneadioousyey

=2 £

LUsludlalad (HL-60) NigaRganie IL-8 SIUTIATIVADUANTABNTEUIUNITATEUUY

Y

pelnlnTalnensiaTnnisuanitnuesiioule, caspase-3/7 Wag caspase-8 #1873 ELISA

[
Y

ailldviinisdnnseunesAiliunenisegsenueteas AGS Ai838 MTT 310t

WNEReiuLge H. pylor aeWugiInsgIu ATCC 43504 wagnnaeaunnsiladrulasnos

£

AuraNIEUIUNITENLEAUTAENIIATIATA IL-8 AI8T5 ELISA 53uDIN5I19d8UENTH
nszvIunITAsuUUeslnIn@alaunsiainteuleyd caspase-3/7 way caspase-8 A8

35 ELISA
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1.6 NSAULUIAINAA LN

W8 H. pylori

+
masAqtiuLay yialululuauazialniilas
" ll— #13annan
! nIz¥I8a

§ o I . v
lelalmiviin — nszuIUNIsIARBUNvaLTARLInEaAY1?
Caspase-3/7 uaz 8 IL-8 waz MCP-1

NTLANTENVDIALDULD l

nsmneuuvazIninda NIZUIUNITDNLEU

Wsazlnindalusiu
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UNN 2

av a4 v
LDNAILASITUIIYNLNYIVDY

1. \¥e H. pylori
1.1 ANSAUNUY

Tu¥ 1893 1umsauwsniifinissenuimmukuaiiisegusiundealunssinize1mis

vo3gualae Bizzozero saulul 1906 InN159sINULRUATISENTFUS19Aa 18Ul

Y

nsvinzemisvesiasidulsanseinnzemisuaziinsfnyduiloannssimizems
voaUrenuIndenananianuduiuseguniulianseimizemnsdniay aunseialy
= . v o & & A
U 1982 Robin Warren Wa Barry Marshall lauszauanudnsalunisimigiaeswuniise
a dy Qy d’lj Y1 [ .q! a a [ 1 = 1 ¥
yilaflanduiilovesiiglianszinizaimsdniaudanuailisoninanisusienang
iU Campylobacter 51ulUTNEAINUARIATIAUTDINANITNADUTILATILAL ORI IEIY

513 guanine/cytosine luansiugnssu Jegninlviegluidtiaves Campylobacter uaz

<

1%eal¥d.9u pyloridis seuniinisildsudeilu Campylobacter pylori 84310015

Anvinazdunadnueazateuanyes Campylobacter pylori A18N7039aNTIAY

o el

BLANATOUNUAMNLANAIIVEY Campylobacter pylori fiu Campylobacter aUTdaue

2 | 1 .o t4 N o '
AD @runnaniaaalves Campylobacter pylori 1UasnRulazlIUIULNANLIAAT

[y

WINNTT 11U LAaTNUAILLANFANIANYRIAITULUAULEUd 165 rRNA 31nANANYMIL

2
IS U

NLANAIINUAINANIIFILNITHITD

dalnuidu Helicobacter (24) 1aed

=)}

) = 14

Helicobacter pylori \Uualadusniignussqasiudna JagiudinisAunu Helicobacter

Y 9

nardtinunnian (1)



'
a

A15N7 1 uansusazalydues Helicobacter ienunsanisnelsaludsdidinvilaniee (1)
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o ¢ v ¢ Y v o a a
UL dnIUIUITAUUUYU WYIFEN TN
Gastric Helicobacter spp.
H. pylori uywduaylnsiue NILNLDINTONLEY
WHE MUNTELNNZDINIS
gastric adenocarcinoma
MALT lymphoma
H. felis Wi gy vy NITNIZRIMTINEULAZEAAAUNE LY

NTCLNICBINT

gastric adenocarcinomaiumg

H. mustelae AT NILINIZDINNTONLAU
uNalunTZINIZ 1T
gastric adenocarcinoma
MALT lymphoma

H. acinonychis | didnwinide NTLNZDMNTONLEU LazuHaly

NTTLNICBINT

H. heilmannii

uywe wan g vy A

4 A (3
LEARUNN

ATELNEDIMNSONLEU 9195 hleae

MALT lymphoma

Enterohepatic Helicobacter spp.

H. hepaticus

yuazdnIfiuungdug

AUBNLEy, U598, proliferative

typhlocolitis
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1.2 dnwauzihlunisqadainen

o H. pylor \JunueiliFeiidoufindunsuay ldfiaves susraduus Svunen
UseNad 2.5-3 m 1419 0.5-1 m wsonanuanuwaztdu U shape w50 coccoid form
¢ mndinsinzdssdeliun 3-4 Su Tngazifnannsi periplasm snilusunileves
Fudeinmsasyivintesas Swihldiideiinulfsenniunatedy U shape uaz

WU coccoid form Tutiaisaun (1) Weaiuisapdsunlalaeanfeunaniaaan 4-5 L&y

'
a

Feagnuangenulasunila (lophotrichous flagella) (25) WailnsiAGouhuUAINETIY

Y
aa

(Screw-like movement) lagedeunaniaaa1fnany aumngingeauisansaydulala
A9 34-40 °C upazlasqiulalada 37°C Tuannzifonniatioy (Microaerophilic : 85%

[ I

lulasiau, 10% msuaulaesnled, way 5% 8onTlaw) uanani H. pylor gniney
Tungunuaiefiinzidiesenn (Fastidious Bacteria) 3adndusionissuueimside uie
aa a ' a A Ao P & & )
Afla1591 75 NLAY LU LEANITSY warldianwiziaswdouiulssuia 3-7 Ju
% = ‘QJ ‘&I a I3 aa a a = 1
dnwazlalatuusimsidsndaivuinan Ta wasdiiseu Nan1SNAEauUNIITATNUIN
T9na catalase UIN WaY urease UINBH1959AL37 11BN T URDUNIZLRLT D
= ' a val a | a a a oA | A a
Juaiuiuninund dewalidannuidesion1siasyresgadnsindue 1w wuaiisouas
& & o = ] I - v & A a a A & a =
Wes1 Beaindlelativunalungindn H. pylori 1 detiudieliyadnduluieu auasayden
vslalaflves H. pylori ilvennmenisAndenianiglalail H. pylori luvihnsuadeune

lurteauuinisunaursdslisnfvenufdugadivluemisteaione

SUN 1 uamianwasuele H. pylori
Y

(‘17'1'm: Cindy R. DeLoney, Loyola University of Chicago, Chicago, Illinois wag The
MicrobeLibrary,(25))
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1.3 FDINWNTANADVDITD

Jufinsrvegrauudaudsin 3n1siee H. pylor 1WdsanetunuuInIgesdn

LADNETTUUNILAURINTT watudiuvesurasivenediliiluivsivedauide

aaa 1

PFuannuratladundn Weswinie H. pylor aunsoedeegidluddidin wu Au

Wi %99 kN SUMUATUAIWINADY (2) LU NAIUIMIUSITUIIR TITT189IUNITATIINY

¥ ¥
a A A

WolutAuussgun 8 Mo nyianue 450 freg ililennsianuluaienugig
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1.4 J935AUTURSIVDUTD
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ulgdgSioaduladornusuussiidfyiveaiuisandnoonuilaludiuauuin

a

Faaglasueiielunonludeniignsiduais 9aelunisiiesisaniiznsalu
a o & o "% X o

nszmzsuUTMWenduayld wenanlidad {]mammsmmauq 19 Adhesin
o v a o s v o g v A o w v = |

nldinzinduiwadiioylan mﬂmsuagﬂmmaaﬂmﬂﬂszwammﬂ@snﬂsuul,t,azagiu

I o . ] . . v

nsgnzemsiluianlauiy, Toxin 1ndu Lipopolysaccharide LAWNTONTTAU
nszuun A neluadlalaenudisu Toll like receptor wlinsneeNaguuRgas
Cytotoxin-associated A protein (cagA) Julusiuid mammaammLUuLLaumaum
A1U10NTLAUNTTUIUNIIA)VOLIAA ALagede type IV secretory system 919N

HiaganiduLazUaeY cagA protein Ldwadlaun TN linTEAuUNITUIUNITINLEAY

(% (%
=

suaqﬂszwammsﬁ'qwmLLazé@%’ﬂ (32) wonanisdedianunsandaulinganedugi
138171 cecropin-like peptide (HP 2-20) tiag Neutrophil Activating Protein (HP-NAP)
G'Ti'qﬁmmmmiaiuﬂWiﬁa@mLﬁmLﬁammmé’au’%nmﬁ&m%alﬁﬁwmumn (33, 34) %30
&3 vaculolating A cytotoxin (vacA) ﬁﬂszéjuﬂﬁzmumimaquasiwiw%mawaa‘
N3zMze11s lnsadna vacuole luwaduazsuniudesinlulnsaeuinield (35)

Aagun 2

Gastric Lumen

Urea > NH, + CO, | Induction of

Ammonia provides a neutral \ mﬂamma(ory response
microenviroment favourable

to H. pylori
Attachement to
eputhellal cells
%‘ 5 PG Adhesms
N . LPS ::
Urease "" ——

Epithelial cells

Alteration of signaling Formation of vacuoles
pathways M Induction of

Cy ¥ 3 Disruption of junctions
Alteration of thight junctions Blockage of T cell response

'gﬂﬁ 2 LLame%ammiuLLiwaqLsna H. pylori fiansznusioisad (36)
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AsAALTBLAZNISARALTATUINUIULNN wadsliTluinsnisnsteadunsanisAunuI ATy
PAUTLENTAINLNYINBFHBNITANDNSINITANLTD 31N51891UVDY The International

Agency for Research Cancer (IARC) leUszanaunisaidn 2 lu 3 vesdssansiilaniiu
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dnsinell Feludseimanmiaaimuivieluyudifiuisznudnsinisinltogs
nIUsTIMANTRILILEY WesanlissuuauiAvianlad Tausssunisusiane s

Taltinumnuseau sruludanisldtialunisnissuuseniuenis tnsusswmaluniviowde
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o A

nIINsAnLeNgINan (37) wu e 57%,3u 67% uazideauy 75% (3,
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0

My IUDBNUUL
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[ 0 1 [ 1

nsn1siaetuntaunnatenululunsazdiede wu Tulsemalunuin
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4, 38) adi

lunquiaengnilssuugiiduiunoeuledzilsnTInN1sinioNgeds 84% (39)
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& P < & o~ Naa Y
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d’lj Yo v é?' I I 4’{’ . r-:ll‘glj aq
ﬂ@@l@ﬂqﬂiﬂﬁﬂ@ﬂu{]ﬁ]ﬁ!UUMqﬂGU‘L! HTYNUINAINUYNVBILYD H. pylori W@@SWIJQ?I’JU%

a

Auurldunasdunilan (40) dewaligriuszansainlunisniinidesanain

Y

nsgmzaIMsiaanas MlidnshneluuiTesuagiunu uLsavealsaliungu
sunatsidulsauziianszinizenmisld lnslulssinalvelionsvenianosiAndy
50.3% Fu¥edIuLNAafey metronidazole warnuaUYngaaluniala (41)

31n7oyaved Globocan U 2012 wuitdnsinisiinugisanssinizemisgauduy
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v v Y wa 4

< v o a c’l’ <
JUAU 4 uagionsimaduduaun 3 vedlan Nel q“UG]ﬂWiﬂJ“U@\‘iIiﬁllzLi\‘iﬂi%LW’WEﬂVﬁi

I =

wulunidvielengiusontudinnduusnaniatinisaluiniigaddauaennass

9
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fudnsnsinge lagluusemagluiisnsinisiinlvdvedsaunianlaenugvaelv
917 30 auludszyinsvisiauay sesasnfeussinadudiuiu 23 aululszving
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YY)

namvindu 16 auludssynsndanaunuiazUsznelnefigiinisalldududun 4

(%
CY v

ludnsn 3 auludszyinsviaauau (42) Beegluinamnilgadn Maliinsfnwimudn
AIUNAINNAINYBIBUH Mdm2 SNIP309 G/G Wudlad1uiieidedagrauiniu

N13iAlsANsLEINITINZeINIS (43) wiluUszynsinenuindauynuesdud Mdm2

Ao a

SNIP309 G/G fisudins 3% (44) Tuvagszansvndgluiisasmnsinlveslsauin

fannuauynvesBud Mdm2 SNIP309 G/G s 30.7% (45)

Male Female
Eastern Asia

Central and Eastern Europe
Less developed regions
World

More developed regions
South America

Western Asia

Central America
Southern Europe
Polynesia

South-Central Asia
Caribbean

Western Europe
Melanesia

South-Eastern Asia
MNarthern Europe
Southern Africa
Australia/New Zealand
Eastern Africa

Northern America

Middle Africa

MNorthern Africa

Western Africa
Micronesia

40 3 20 10 0 0 20 30 40

M Incidence
GLOBOCAN 2012 (IARC) W Mortality

JUT 3 uanednsnisiinluduar8nsn1smeannlsnuzisanszinizens (42)
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1.6 WYISALIN WeSEaNINWaTNISADLSA

weasaniniflesannnisiniie H pyloritinainiedadealiuguusadieg
vosiudounrsruugiduiuresditas Tnsnwudn Lipopolysaccharide wa cagh Llutlady
AnuguLssiidAnlumsnssdunszuiunssnaulaeniiu NF-kB uavasslalalatsineg iy
(46) ‘ﬂﬁammqmmﬁuﬂsuawﬁa WU Adhesin, n15asnalulafldy, AuaINNsalunNIsNUAD
p1UiTuy Tawdennsifionnisuansitlddaeu Wudadeiliaunsasdadosanain
nssmzemsldeInuazdinissniaveanseinizomsfiiiods vldne1daninvos
nIsza I TuLITuLazannsadiulsalUuduszesTsanssngdniauioss (Chronic
gastritis) waziAnnsmeveaadnszmnzasuuvesinlndaniniu dudunszuiunis

NdrAglun1SAANeSANINVDINTEIWNIZDWNTIEYE Gastric atrophy (1)

<

n1saekuverinlndaveugadnszinizemisuugnnIzdulilaednsedunaleyia
laglanie vacA YaaiidatuaIunsalazyiateevululnsneunse (17) dwmalioulel
Cytochrome C n1glululnspouiniandsoonundelglvnatadunaznszquluianasiieg

Tunszviunisezlnlngals uonandniseniaunaznisaeuvuazInndatudunszuiunis

PiaNuAgITeInUY tngtilaiinisuddlelalatuiresialunssuiun1soniay Wiy TNF-OL %30

a o

41503uadaszd1nan Reactive oxygen species 31NN15%13MuvBgaddAEAY17
ansnagualanunsansegunisaneuuvezlnindavesadla (18) Malllulnlauuia 1L-1B

A101905USINITUAINTAVDUIAALUNTLLNIZ OIS ddnalrnTzinize1nisiainudu

(%
V€

nsateeas (hypochlorhydria) (47) Faduntsdaasulideiasyuueilantunazaiunsa

N3EAUNNIINEYRTaa lUNTLUIUARNE Tanmluseey Gastric atrophy

14 4
& A

fauifindeiiazgnituunlu Class | carcinogen sansnsaneuzi3aldmesiodag
Lidnfudesendetiadedumtisatvayy winilfinsdnuinuiiidadefiiieadosdug
flannsatsdaaiunmssiiuredsaldiituuarsunsanndstu wWu nshuuoanesed (48)
uazMssuUsEIU N TN lulARgs (49) Fetadusegimuniszduasylinssimnzeinis

andulsaluszazinsuaratuayulmianisyiatvansiugnssuluwad vliwadnszimne

[

amsiianuinUnAlunisdsunlasgusllidusadniidnvauzadeiuwaduesdldiantu
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NENTANINTZEY Intestinal metaplasia uilalsAuzLSINITEINIEIMIS (Gastric cancer) LU

gastric adenocarcinoma , gastric mucosa-associated lymphoid tissue (MALT) lymphoma

PN & a & Y& a a a d‘
\TE‘U‘VI 4 UBNINNUNITAALYB H. pylori 8\‘1L‘U‘Uﬁ']L‘VWJGU’E)\Tﬂ?iLﬂ@ﬂ’ﬂMNﬂﬂﬂ@I‘Ui%UU@uﬂ

! a 14 1 a A a oA a dy %
YDITNNYINAIY 19U dN1Elafnag 191N TEeADaN lUNIUAUDINITLUULTDS (50)

Normal mucosa

N/ < H. pylori

Chronic active gastritis

v Immune response, diet,
gastrin, host genetics

Gastric atrophy

{? Achlorhydria,
carcinogens

Intestinal metaplasia

\

Dysplasia

AV

Gastric cancer

JUN 4 nenFanImuaenseizamsiiesnnnisinide H. pylor wasdaduaumineites (1)

1.7 WIMNNITsnw

Triple therapy Duusunssnwduusn (First line therapy) YINIANTS H. pylori
Ao Msldeujiruraessiindaufugtannisndsnsalunseinizermiilodsasunis
ponguivets 1UfTiurdena d lnse1Uidiugiidrdy Ao aansinsdeduuas
wilnsiienlea (51) wavendudansndsnse ie NENveIwIUIELAN Proton pump inhibitor
(PPI) 19U &1 Omeprazole witlagduilinissesudrfuualiuvesieinede

(%
Y

p1UATueie 2 vlladuintuitalan inlddszansarmlunisirdadeanas (40)
fatulutiogtudsddeimualilduumanisinuuuy quadruple Aonsldeufdoue
3 9fin32uAu PPIlage1ald Bismuth unue1Uf¥iuslunisdnyiwuy Bismuth
quadruple (PBMT) %38 n1sldenszuonddaausiniuaasinsdodunaziulnsiailya

Tun1s§nwIuy Concomitant nonbismuth quadruple (PAMC) Sn1s@ns1wudn
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o w IS !

g1Aa13nseTukazenannisnainsaliiisswsioongnsiidngadn widiinanszny
AOLATNIZINIZEINNT LRgau1sanseAunssuIUNSenaurasaaliinduls (52, 53)
Bismuth Juanslaveninfiegnguieniuansvy lnen1snaaeinsuuwadnveuysd

¥#m Human embryonic kidney 293 AU Bismuth 411 48 421us WUIIAULTUTU

a

v84 Bismuth fiaue 5 lulasnsusieliaddng dewansenusenisoysonveugaduay

geanunsaiinratLAsslilwaan1uLUy autophagy 16 (54)

2. NSTUIUNITONLEU

nsgniauidunisnevausmagliduiundnaessianie lesianieladsu
delanUasulauianizyatinenge 9ein1INTEAUNTEUIUNITINEUTDATAaNIUFITY

vuihwaakavdsdyaandluluead lnedluananiifertesiunsdniaudiuauinnuiag

4

finalnngudau Inglunisnevaussvesaaanfaie H. pylor tudingnnszdulnedade

= = . <

mmqumwﬁmuuﬁu%a% HnanUmLlu Pathogen associated molecular patterns

q

(PAMPs) 181311505 AUNTEUIUNNTENLAUHIY Toll-like receptors (TLRs) Woiazviln
PunguuiImadnsunzemswaswadidadonuny us TLRs wiazylnaunsanszeu
nsrurunsonaulagdsdyaasunislianaiaiy W TLR2 uag TLRS NI9udng

AU cagA Y0 ¥RITNTLAUNITVINIUVRY Myeloid differentiation factor 88 (MyD88)

[

aeluwad Juluanausnueinszuiun1sdnay wa TLR 9 ivudumizlaiu DNA veq

WoagnIEAU Mitogen-activated protein kinase (MAPK) fiau 2101 MyD88 waz MAPK

CY

= v 4 = ' [ ' b4 ! aa <
giin1snszduluianadugiuandreiuly wdluianaanvinevesudagianisdnilu
nansgAuNIinauvestiana NF-kB (55, 56) lag NF-kB vimthilunisaensiasduie

vesfulalalaifinendesiunszuaunisnisonaulavatseie wwu IL-8, IL-1B, MCP-1

¥
6 1 1 (3

Jusiu Felalaladimanldulngdnrimdiilunisfagauaznsgdun1sinauvesgad

o

= 1%

AY o A I3 P a & a A I3
N19szuUiiAuiuMneItes lnsanigidadenvivialululeduazialnsilag

'
a =

@ = a g" g § < P ¥ =~ = = o w =
UNYIUIIUNUNTTINALYD 'ﬂ'lﬂuumiaaLJJV’ILE‘]@WU']'JLLV]'ﬁﬂL‘U'IVLUFLULUE]LEJE]LWE]ﬂTﬂ@Qﬁ%W

Tngiwadlululed asdiniswasuwdasgusialdilunualanisuaziidngadnaie
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NTEUIUATT Phagocytosis @ruluiwaaiiilnsiadaznay Reactive oxygen species (ROS)
19U NADPH oxygenase ﬁLﬂuaﬂiawgaaaiw%miagw neutrophil extracellular trap
(NETs) NUsgnevlumendue Tusiudalnulavioulasivatsasdia s1uenszuIunig
Phagocytosis latduiu (57) uenaniiwadilinidenvrunaridsaiuisandslalala

a ° v ) ¢ & N a 1 | A A
nagvila vinlvlinisunsniiuwazaranveaugadilaifionviviinnieqegluiiiolde
MliAnnsonaureaileltongnusess (58)

2.1 Nuclear factor kappa B (NF-kB)

\Ju Transcription factor iunuIMAaNszUIUNTENEUNINTIER 1HB99INEW50

[y

Judnniziu promoter vasduiinruAuNIsaslelalatnateia vinliAan1saensiia
o a & [ J [ a 6 1 A o Y a1 o v o
wazwlasviavesiduennanundulusiuaslelnlasineg inindedyayadnid

Igaddagluszuugiauiunevauasaziianszuiunsenaulungn negadneineg

[
) =

s9ulUBa H. pylori aunsanszauligadnszsiniza1nisnandiain1suaniaanves
8u NF-kB LT uuazn15nseAun1svnau NF-kB luseaulusiu (59) ludniidesan
AEUNNUIN NF-kB inansvila Usznoulumelusiu 5 wiegey sl p65 (RelA), RelB,

c-Rel, p50/p105 (NF-kB1) Waiw p52/p100 (NF-kB2)

nalnni1svie uves NF-kB dutinld 238n19 Ao Canonical pathway wag
Non-canonical pathway @sluusazituulasu ”ﬁyjzyﬂmmgéjummﬂ TLRs Wsinavilafiy

danaliinisnszdu NF-kB fisnsviiafuse Neilwadfinade H. pylori daulngjiing

o

N15dedY 1IN TEAUNITNIIUYBY NF-KB H1un19 Canonical pathway kagnseau

ns7euYes NF-kB sflafiuszneudielusiuntieges p6s (Reld), c-Rel, p50/p105

[

lneilluana kB viminAIuANN15YIuYed NF-kB N13nseAu NF-kB azededayayo

o

91NN UBNNIUAITUMAEYTAlAsLaNIE TLRs N91LN12AU PAMPS U93621%9
ibiAnnsdsdyasiulaanadiediunluead auinisnsgdunisinauvedeuley

kB kinases (IKK) @evirniiiigosluiana kB livgaeenain NF-kB wazegosdiu pl05

[

Tmdauios p50 wihiiu Tne ps0 Wudrwddgildsuiudiunes promoter vosiiduie

>

[%
o

denseiunisaensiasely dagu 5A nuuazddunaudunindudenisinnures
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NFkB T uA nisiAunyseainaiidiuntasiaquuluianaves NF-kB 19y
ﬂmaumgwgaLWmﬁ serine §19UT 536 vulUsAuEIY p65 (60, 61) Lﬁaﬂizﬁﬂﬁ NF-kB

wwaouillutiaedvalanaziniuasdanintu diulu Non-canonical pathway

nszsu NF-kB wlinfiusznounie Rel-B uay p52/p100 Wuniisgessudyainnsziu

q

I

HUAIFUtA CDAO, lymphotoxin beta (LTb) wag B-cell-activating factor (BAF) 21ntiu
lutana NF-kB-inducing kinase (NIK) aznauaussiadyqyialaonseiu IKK ligeediu

p100 Windaiiewihunisildduivdiuves promoter va3fduwe Ao p52 Aaguil 58

A) Activation of the Canonical NF-xB Pathway B) Activation of the Alternative NF-xB Pathway
Stimuli Stimuli

a
TNF-o  RANK CD30  opao LTBR BAFF-R cp4o

TR EiE
N 4 Kt

oD D
o 0 e?mm'; A
QKD =B
dProlezsc;ma/ ®® i
legradation RelB
{U) -. Rel > hm
o ‘ 0 <Gk
@ 0 @@ 0 %0 ¥ ey
<R ® -
@ -— 4@@ m@ L Processing ¢
Nucleus l Gene transcription '
o

Gene transcription

sUTl 5 wansnalanisnszdu NF-kB luszduluianasiumis Canonical pathway (A)

kay Non-canonical pathway (B) (62)
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1l NF-kB usazyiandaawdiluludedeauazdun promoter 9siAnn13nseAuN1g

[

a6 A o = o ) o ¢ Ao w
wanseenvasBudineidnmedailugnisasislalaladdneg idfnys

De

2.1.1 Interleukin 8 (IL-8)

a

HulusAufignaensiauiaindu CXCLS (Chemokine (C-X-C Motif) Ligand 8)

Y

FalunumaAglunTzUIUNITONIAUTDLYAAADNITAALYD LiBI91n Lipopolysaccharide

wazlladomnuguussdugaunsanseguligaaiinismas 1L-8 eanundudiuiuuin (63)

[ [y 1

F9 IL-8 viwihidulglaladndnfididyyiufgauaznseuigadnisssuugiauiunie

'
= a

Avfgrdeatunisonaulaviatesiia vy 93lnsias ,vuleWas way aululad

LY

UUANITANBINUIT IL-8 HunuImMNA1Agen1TeNLauIBInNTEInIze1mIstilasainie

ce

H. pylori 3nnsAneIN1stUasUL a8 uianun luwadnszingesNAnGe H. pylori

WuIdnsuanseanvesdu IL-8 winTuliswazaningudu (64)

IL-8 Faanunsansziudadeduiiiertesiunisanidulsnuzise 1wy awisanseeu
N1991&4 vascular endothelial growth factor (VEGF) fninluiiAnnisas1siduiaonlval

(Angiogenesis) MYIvtNvaalasdwaduzLsy vnlrwaduziSigsonwazuusdnius1uIules
S108 %

=

U1 (8) wazanmsAnwlunynaaesngndnussiugnssulitgy IL-8 vesuywd wuinguiign

Y

o o v I i

2 a Y} a a a & oA a a o ]
PAUNNIYATITNDULLINUTLAUNTLANIDDNYDIYU IL-8 V]LWQJ%QGUULN@LTJTEJUL'V]EJ‘Uﬂ‘UﬂQ@J

1 Y v i < ‘:1' a a a o 9 va &
IﬂJQﬂﬂﬁgQ‘U@'ﬂﬂaqiﬂ@ﬂJgLiﬂ LL@%L@J@H"I“HVI@@@Q‘UﬂWLLag'VﬁquVl ALMIYU IL-8 ll’]‘V]']TLcVTWWLGUEJ

Mg Helicobacter felis wuinnyiilgu IL-8 wirliuiifianenSaninlunseinize1ms (65)

2.1.2 Interleukin 1 beta (IL-16)

L-1B 1Hulslnladeglunduues IL-1 Aanusanszduivadliegianinanang
I@EJLQW’]Sﬂi%U’JUﬂ’]igﬂLﬁU%Qﬁ’lN’]iﬂﬁ’Wﬁ’]ﬁLﬂHﬁﬁym’lmﬁﬂﬁUlﬂﬂizﬁUﬂ’liﬁﬂmu%aﬁ
NF-kB (66) wazduasunisadrslalnladudnsregoenundusiuiuuin (67) vied IL-1B
FrannsasumumsndansalunssimngemnsuazdudinsmeveugaduniSinsuimzeoms

19 (68)
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finsfnwinuanuduiusuuuEi U s iuTEnINN IL-1PB wazn1siaie H. pylori fe
nszUIUNITONLaULazNIsiinuzise tnglduyneaesfigningu IL-1B sentdlufiniediie
H. pylori WuIINguAIUANINITNTEAUNTTUIUNITENLAUNTY NF-KB wazifinfouueisatu

aa

Tunsenzenmsualunguinlifigu IL-1B dufinisnszdu NF-kB teeauazlidnuiuiounsiss

¥

ffoanin (69)

2.1.3 Tumor necrosis factor (TNF-QL)

lololadsdadanu1sandauiainieaanalgsialysianie 19U mast cells,
lymphocytes, natural killer (NK) cells, neutrophils s2189 endothelial cells Tolalal
YaaUduNUINNdIAYRon1IAnLTe H. pylor lagLgaaifnldaagiinn15ontauLay

U

as TNF-Q Faviwiiiidudyanadaesy (Positive feedback) TiAnnsdsdyanansedu
NF-kB ma’Lumaa‘uamﬁmmsé’ﬂLaUﬁLﬁummﬁywhuma Tumor necrosis factor receptors
(TNFRs) vuiilead (70) wazdanunsadidygiunszqunisorlnlndavouaadniunig
Caspase pathway b (71) YagUudefisut TNF-a unlglusunissnwilsalagtiunldlunis

Manuwaduziss

wiegslsfnuiinsAnenudn TNF-a duflaanuieadosfunisiinuasszes
voalsanzifs nenuinlugihedilszezveslsaifinnusunsegeasinisuanoenyosdy
TNF-OL snnninssesiiiienuguusss (72) siadinudn TNF-0 Senuifeadoatuniaifiougise
fosinnisiaide H. pylori wuifu 91nfnwimsuansoonyes TNF-Q lunynaaosiivili
Wulsa gastric mucosa associated lymphoid tissue lymphoma (GML) 18015/ LG’?}J@
H. pylori wuinfinsvdauazuanisanvesdiu TNF-L iiistudlowFouisutumyilibulsn
SNV UAAI9NUDIBU Tumor necrosis factor receptors (TNFRs) ﬁLﬁlu‘ﬁuﬁw (73)
warnudUTuIa TNF- O andiegafenvesUie dauduiusiuninuguusivedlsa

N3z mIEnEuie tnedUaeiidulsanssinze1msdnuuLTo S e JULTI9ZATINY

TNF- o galudsy (74)
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2.1.4 Monocyte chemoattractant protein 1 (MCP-1)

McP-1 w3e ccL2 Wiulelaladeiaunuiirdiviuindiddaglunssuiunisdnay
fAatesfuiwadidaidonsndmanlululed 1iesain MCP-1 dailngjgnwdsesnunain
Tluledvisenualasviig lnensviauveddululediesaiunsagn MCP-1 nszsuliluagiad
rusn3uuRIwadvln CCR2 Fanuiruuiiwadlululediinisuansesnves CCR2 ogiliy
Frurunnn delululwdgnnsedusne MCP-1 aziinnszuiunsnsindeuiinazunsniudnly
Tuilafeviinadfinisdnauuaznds MCP-1 Qﬂﬂﬁ?u?ﬂmﬂg‘&ml,l,ﬂa\‘igﬂi"mL‘TJULLNﬂIﬂSWWQ
Lﬁaﬁﬁma%mwu phagocytosis wonani CCR2 Fanulduuwadifindenvnvdnay wWu
V8 T cells Fsanunsagnnszdulag MCP-1 waziadoufidluluidodoldiguifionty
wiaziintdiflusruugfiduAunuy adaptive Tnen15ans1ueuALauny
major histocompatibility complex (MHC) Lﬁaﬂizﬁumia%ﬂ immunoglobulin A ¥4

B-cell auanu

MCP-1 §3813n50na%NRITadidays1) Inslanglgaanssinizeomsngnnseiuy
felde H. pylori @1315a%as MCP-1 sanundusiwauuin (75) uazwuin H pylori aneiug
1% cag-PAl INUNAINITONTEAUNITHAANIDDNYDY MCP-1 HIUNTITNTEAU NF-KB Ll (46)

1% 1%

uaNNTdIU cagA , urease uay lipopolysaccharide ¥84d1T8 H. pylori Tudfadudade
A lunsnsgunIsuanIeanuesiasu CCR2 uu YO T cells iiinau (76) Fsavdnaln

o

& T cells aunsarpfouniunsndnazazavogluiiloldanszinizemislauiniu

<

(%
v

sttun1sfinide H. pylori Sadunisduaiunszuiunisdnay lnefsgaadifiadonun
vl lfiadouiinazunsndvonduludoidonssinizernns Ssanunsadninle
Lﬁmﬂizmumsé’ﬂLauquLmLLanga%’q suifudadeFuduivihlivadwasuntasluiby
wadueise Inefinnssenuanuduiusseninaliunanead yO T cells fiunsndaidily
azauegluiilaidonszmzemsiuszezvedlaanssimizemssniaunuii lussesil 3

Yoslsatuiiduan YO T cells igeninszesn 1 waz 2 17 (76) UBNINNTEAUNITLAGOUT

YUFAALAEAV1ILET MCP-1 waTNITHANI0BNVBIRIFU CCR2 NeTUUULIaaNLL5Y
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annsaduasunisyngnvesgasuzisadilulunszuaidan (invasion) wasunsnszanaluds

UTUBUYURIT19NE (Metastasis)

2.2 NS2UIUNISIAARUNURILIALEDAY?
2.2.1 mupdouiivenvaaindonyrivinlululysd

wadlululadgnsgaliiadeuiluduinassguessianield lesnnuuiiaead
UN1TLAAIDDNVBIAITUILAAIS 18U CCR2, CCR5 ,CCR7, CX3CR1 wag FPR1 (77)
fannsadusimedulalalal Insaniglalanladfindiosnuiaineadiianisdniauain
N15A0 L%af\gagﬁw 1@un monocyte chemotactic protein — 1 (MCP-1) , monocyte
chemotactic protein — 2 (MCP-2) ,macrophage inflammatory protein one alpha (MIP1-
Q) wag macrophage inflammatory protein one beta (MIP1-[3) UBNIINHUOURLAUIN
adnosiaunsoisganiaadouiiveasadlululedldiduty Tnsdnsfnwaawuinddun
¥1m cecropin-like H. pylori-derived peptide (HP 2-20) ﬁmmmmsaﬁa@masﬂssﬁu
nsvieuveslululedls Taglululsdaiunsandnoulysl NADPH-oxidase 99n1131UIUN
(78) tusiasu Formyl peptide receptors (FPRs) %ila FPR2 wag FPR3 vuitwaalululyd
ﬁﬁwmwﬁﬁmlumsmﬁauﬁsuaaLﬁmﬁamniuﬂszmumié’ﬂLau (33, 79) s2udaouley
gRoauarlusiunnuuiuadvasiudoamnsafsgmeadlilulsdfldluuimnilnd Aty
(80) waziilonmaoulusiufindseenuuendde Hpylori wudraunsafgaliwadlululed

r-ﬂll ay v dll a a o ] & % o ! ‘:4' Y v W
Lﬂa@umlfﬂ I@EJLN@V]WaEJULmuiﬂimu@ﬂﬂa'TJ°VlQW@NWW‘U‘UULLagﬂ'WUﬁ'NV]ﬂT‘I@JLGUMGU‘ULVHﬂu

A 12 ca A ‘:4' Y % ! A a ‘:1' a a o
WU'J’]@JL"’ZI@@I@JIUI?IWV]L@@@UV@Q@J’]Uﬂﬁqmﬂquaqqa@aﬂ LARDINEY 11% LialUssulnaunuy

[
Y

msidlUsAuaslunquiuaaigaegaifien (81) MetluTunaeseadlululednindouiiii
Tlutlefavazasuntasduwaduualaniadmnuduiusog19u1naani1suAn aduzs

LarNTRRINIAUTULSRdlsa tnelisenuinduivveigadiualanialunseinizeInis

[
% v <)

MunTudanuduiusiussiuanuiuussvaddsanssimigenmssniaulunnifinige

H. pylori (82)
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2.2.2 nsimasunvavasidiniaeny1ivinidilvsias

dadenvnviaiilnsiadiduwadnevausisonssuiunmsenaulaegasinisinay

v v

Juwadefinusniadousiludiwdnadiinnsdnay vuRwadimsiadifmsusdngien
L% G protein-coupled receptors (GPCRs), Fc receptors, adhesion receptors, cytokine
receptors kg pattern recognition receptors (PRRs) %Q%ﬁﬂmsﬂﬂwé}:uimaqawﬁﬂ
Figrtestunmsndeufiveswad 1wy phosphoinositide 3-kinase-Y (PI3KY), phospholipase
C [3 wa g extracellular signal-regulated kinase (ERK) (83) 1n& cecropin-like H. pylori-
derived peptide (HP 2-20) a’lmimszﬁumimﬁauﬁmmL%éﬁﬂm%aﬂlﬁwﬁulﬁmﬁuhﬂu

o Tnwanunsadudnnglanu G protein-coupled receptors (GPCRs) %iin Formyl peptide

1%
Y v W

receptors-2 (FPR2) (33) ¥aflfa§u CXCR1 wag CXCR2 fisnimizsio IL-8 1udadudifinas

v
LY 4 A

a sa a d' 44' & a & =
LLﬁ@\‘i@@ﬂUuN?L‘?IﬁﬁUﬂVliWﬁfﬂUi%@UVl@\ﬁﬂﬂ LN@L%@ﬁLS@Qﬂ@@L%@Nﬂ’WWﬁQ IL-8 29@131138

a

Aagadilnsfadldednesanisa (84, 85) lneuSua IL8TudsuvesdUae
~ o @ & 1 ) ) ¢ a a & v & A

Hanuduiusegrsuniunisunsndveaead i lnsiadiiruluiofanssnieamisway
lsAnTeimIze M senaulsese (74) wenanilieuledeSioauwaslusiuvuinigaduo wiiae

H. pylori anansassgagadiialnsiladlagudeliueadlululesd uinuifaniizderiuny

[y
|2 v

fUsunveugadinlnsiadngnasgauinnituszanas 1.3 i (80) vsilioulesdesiaa

Y

411150052 AUITD WYV INYNAG BT BINTUINKALNULEAG TN THAFTIWIUNINUNINA?

9 Y

s luiieliie (86) 59ufe neutrophil-activating protein (HP-NAP) 310@0@111507490

N15LAABUN N1SINIEANNURIGARERY kaNTEAUNITNAY ROS vasiialnsiladlaf (57)

[
Y

Mt InTRnnugUIelsANsEzeImMIEanudt Msiedeunveswadiialnsiadiinly

[

Tuillol@enszimgenmstuiinnuduiusiunisanidulsaliuiluseey Gastric atrophy (87)

¥ ' 1 '
= = v =

lngszeraalsnnuksluasddiuiugadinnsiladnuintudis galussey intestinal
. a o fa a 3 1 3 a 1 1 <
metaplasia d91uuwadialnsiadainingaduniussanu 9 i1 diuszuzvealsnussa

nszinzamnsiIIaRinnsiadaindneadunina 24 i (88)
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3. NSTUUNITANYLUUDLININT &

Junszuunsiiiedulasunfvessniinmelunisaivpuaunavesiiuiugadias idn
Wwaanldnesnis lnen1syitlilwadiinn1saeluuiuuuiEy (Programmed cell death)

L

Malidnsgaunteusnaiunsansedudyaiasiaglunisiianssuiunisesinlvdaveswad ba

9

Wy Yadearnusunssvesdiaude wislelalatiaagainnszviunisdnavisanusaly
nszAunsviueuledlunssurunismenuvesinlnda (35, 89, 90) oulesifiddny Ao
woull caspase vlinfnaq Insundluiana caspase daaauiAidulusieulaifdiliaunse
vl uidsnsgduniglunientsusniwadaiunsanszduli caspase vinauldlng
AnufAzemealvEiaduuuluanavesiusioulul caspase

wuled Caspase wuseanilu 2 wliasumiindl Ao Initiator 16w caspase-2, 8, 9 way 10
Tneidlegnnszduazyimihiifueslusidosluana caspase vila Effector l#un Caspase-3, 6
wag7 Aianiildnszduluanadugfifiunuimlunssuviunismeuuuoyininda
u nszfutouleyl CAD (caspase-activated DNase) (91) lun1sfnaafiduia (DNA

1 = o w

fragmentation) ns¥ulun1sAInaIIudunszvrunisndrdglunisldvsinisaiesuuuy

o

avlnlndavesaad (Hallmark) visiniseglnlv@aanunsainainuatenalniuegfudinseeu
U ‘&J
Al

3.1 Extrinsic pathway

nszulIuN1eelnlndavesiwadiave1dun15nTeAuIIN Death receptor hag
Death ligand wHlaf19979 LW 18U TNF-OL f1851901971nN 58 UIUAT9NLEUHUEN 50 9UAY
Aa5uvia TNFRL, Fas Ligand NS¢ AUAISU Fas wag tumor necrosis factor-related
apoptosis-inducing ligand (TRAIL) 9 41tW12 AU Death receptor 4 hag 5 (DR4/DR5)
o & =1 . v ) saa g a a I ..
MinuInge H. pylor nseauliwadnindaiinniseglnlndariu Extrinsic pathway

Tngonde Tuiana TRAIL waz DRG (Uundn lnefinnsnaaesinligadnszsimizeimsiniie

H.pylori wuainniseslnlndaiivsdntesiindu watliewdu TRAIL asluvinldigaa

v
a

LARNN1502 ININTANUINTULALLLDTRVININITIUNUVDY TRAIL haz DRA 1agifutkoufuams

DR4 nuinAamseslnlnganlndifssiuiadnlignnszdusie TRAIL(90) &1 TRAIL 9gvieu
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TnedsdayanaldiiAnnisasne Death-inducing signaling complex (DISC) fiusznaudae fas-
associated death-domain protein (FADD) Wag caspase-8 (92) ’wﬂﬂﬁ?u%ﬁmﬂﬁﬁ%mv\laaiw
Saduuuluana caspase-8 ¥ilei caspase-8 @13130808 caspase wila effector LauA
caspase-3 uaz 7 dwaldiinniseslnindasely wanail caspase-8 feausanseau

msvihauvedlaana BID Tu intrinsic pathway 16 fsgud 6

3.2 Intrinsic pathway

Junsguaumsesinlndavevadiunialilnaounie Tnserfednsedunisly
Wwad i LAnaseuyadaseasluwad arsiugnssuasluadgniinane sauluis
caspase-8 310 Extrinsic pathway LLasmiam%’e H. pylori Imedl vacA toxin 1Wutladendn
A lfiAan1seglnlndasdu intrinsic pathway 1iesainaiunsasiiatsidevuves
lulnmswaselalaadnlUlumadnssinzenmisiiunssuiunisioulalelnda (Endocytosis)
Mndulianaves vacA asdlugslaineouniouasnssdulifeviradduluvasuinaon
widsaunalszqlii esainlaianaves vacA anunsnieadadefusinleiing
Fadutesmsiudoonvosszgaegld (93) uenani vacA franansansedunisadn
nssiudieanvesszalaiiunisinaIues Bax uazduds B2 fvintiidnuan
nsiineglnlnda (89) eideviuimaduesiulnasuinisgniians cytochrome c flagnely
awé"qaammzjl%lwwma%m 1Ay cytochrome c 9g3UAU apoptotic protease-activating

factor (APAF-1) unsaudafulungueeslusiiu 1Sani1 apoptosome &ea1u1sanszeu

caspase-9 lUnsesu caspase-3 uag 7 voly é’ﬁgﬂ‘ﬁ' 6
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3.3 Cytotoxic lymphocyte-initiated granzyme B pathway

nszuIuNTHIvenfeieulediiisendt granzyme B 9InUNTUAVRY cytotoxic T cell
Lz NK cell Feagyimiinginane caspase-8 lu Extrinsic pathway Waga11150N5EAUNITNAY
cytochrome c Mnlulnasuwn3glu intrinsic pathway %Qﬁlﬂﬂﬂizﬁu caspase viln Effector

soly fagui 6

finsAnwanuitmnuduiuiasads H pylor uaznisiinezinindaveyad
NFLANIEDIMITNIU granzyme B Imaﬁﬂwﬂusﬁmﬁamaﬂéﬂm lymphocytic gastritis (LG) 73]
avnaInnshaide Hpylor wazdlUiSeuiisudunquunanuiinguylie LG 831uau
wadidadenvunsnegluieidodwiuninnii Tnefidndinveusinidonynuiaiings
granzyme B 110 suflaiiuiinausadfioginindauinniy Fsduiugiuinisesinlvdaves
wadgUelsn LG diAniiiesainnisnds granzyme B vowadifinidenyn tileduduils

AnwnUIguiisuiuduiilavesgUle H. pylori-associated gastritis (HAG) WudndIu09

dindenunvliafivds granzyme B tosniuazUsunaigadiezlnlvdadesniingy LG (94)
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3 Granzyme B pathway 1 Extrinsic pathway
©— FaslL/TNFa

lPlasma membrane

BAD / BID

OroO
E"SK BMF gk

noxa O O

PUMA  RIM

v
tBIp £

BAX-BAK ¥ <
channels

—— O
BH3-only

proteins
BCL-2

subfamily

ii’:*"o Caspase-7 @ Caspase-3
Caspase-(:i <> Caspase-]
Caspase-8 <> - Caspase-10

sUN 6 wansnalnnszduniseslnlndaluseivluiananiunng [LExtrinsic pathway

U 9

Caspase-

[2]intrinsic pathway Wag [3]Cytotoxic lymphocyte-initiated granzyme B pathway (91)

4. gnsnivuazayulnsianisnauduasvayas

Ly

‘ﬂﬁ]ﬁ; uiliinisunndviauden (Complementary and Alternative Medicine) f1finen

Weafunsinivsasayulnaalssinuveassluwadinigiaes vie dainaaasainui

[ vy
v Y Y v A

finauantalunisesngrsdudinisnevauasineveseadla Nlayulnsvaieviialagninly
naaedldlugUlsuazarunsaussimeinisvedlsamiiegls saudelifionnistiafesainnis

Tayulnstug (95) Nafidagdunuide H. pylor iReseeunudagtuuinau lanunsaidn

WWDBANAINNTLLNILDIUITLANUA NITUAANAT1ALIADLTAANTEINIZBINT 390N15UN
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fouazayulnsnatviiaumaaaslun1sduguie H. pylor waN1SHBUALBIVBUTAGADLYD

'
a =

LY 1 1 ay [ < Ao = [ 1 14
Fogat alut (Curcuma longa L.) Wuayulnwswlianiandinsfnwiuegiininewisy
Taguu Inewmesifiutuluaisusznn polyphenol wiadalsandrumnirvesuiiuduseniy
sa  a PR ] v o & . v a W
tAesAlfiu Felisre9rudngiunsadudade H pylor lalagdar MIC Lvi1Ay
16 pg/ml (11) wananlfaarunsadudanseuiunissniaulagoangvinIuANNISLaAIDN
A A v ¢ . Y v o
vosdunasrslalanlaiuag Toll-like receptors e (16) @15 zerumbone AMALIINTE D
Wuansdnutianilanisnenuitamisadudaidie H. pylor laefia1 MIC iy 250 pg/ml
warann1suaInIalunseinize nshaanin PPl alalunissnernisaadalunisunng
Y] = a a v A a Ql' =
wudagtu suisanunsaannisiineyyadaselad WesnnuuSunangailsleungeduly
saa dy o/ . a2
WRaNANLD (96) kara15annaNauwse (Cinnamomum osmophloeum) @1u1150aaU3u18d
NMSUAY IL-8 naanfaliie H. pylori 16 (15) uenanidansainainlauunidsanisaduds
NITLANIDDNYDY MCP-1 ay iNOS 52184 Jak/STAT pathway lutgaa AGS N1faLYe
H. pylori 1 (97) uagansiueyyadasyuselan Anthocyanin ia cyanidin 3-O-glucoside
4 aa ! . LY g.J/ a L3 Aa z-i‘{’
W309ITeNI1 asterin @N1908UGIN1TANBLUUOLININTAVDIULYAANTEINIZDIWITNAALYD
H. pylori 19 1ng@1un15911971uv04 caspase-3 haganni1shantoanvadluana poly (ADP-

ribose) polymerase (PARP) Niininiilunisdesiidue saulufsaunsadudansuasiusiu

vacA eoniuen@Ide H. pylori ae (17)

5. n5e¥1801 (Kaempferia parviflora)

I3 A v a o ! . L. P v 9 Ya A o Y a
Wuivaugnidnedlu Family Zingiberaceae Hinineglanu fdnvmzaniuda

q

[ |

wunnludsemaduife wan wagdsewmelne logludssimalnedulivudgnidaniasieg
luaiamile W 1@y a1n Mgauys awvesdulinldinitvesiyvilailunisinulsneguad
d‘ dl 1 = U v = v

Wesnniednfiassnaaulunisinyilsanseinizenis ane1n15ve4dn vedile
panladnwInuitansaninandiumnitveinseyemtulsenauluiigaisngu flavonoid
Tawn 3,5,7,49-tetramethoxyflavone, 5,7,49-trimethoxyflavone & ¢ 5,7,39,49-
tetramethoxyflavone Milgnslunisfudanuaiitse WwosiwazUsanla vedsliisunsie

AOLTaata U U (19) 1A ds1891U71815aNAINNTEIIUANAIUISOTUTILT D
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Trichophyton rubrum, Trichophyton mentagrophytes W& ¢ Microsporum gypseum
fiannududu 62.5, 125 wag 250 pg/ml muddu (18) uenanilarsafanszyusi
Feanunsaanvuiaunalunszimizermsuariinsasindodlonuindu (98) saudeduds
nszuiumssniaulagannsuanieenvesduiimuaunsaidlelnlaiuaznisinizinvesead
wuAlATWIAAULLaANTIaaALaDA (99) ‘1713\‘1é’fﬂmmsaé'fug’ﬂmiLﬁ]‘%auJLL‘théfwaqLezfaé:ust,%q
viemaduthilnemuindinisuanseonves Bel-2 Yosasuaziimanszdunismevongadusiie
wuverlnivdaruieuled caspase-3 , 8 war 9 1nTu (21) widilseaunuasatnan
nsznedluaduduig nuiuansgrdlunisirunismeuvueyinlndavensaduzise

Y a a

dimdenunlululest Tnewuiamnsaandndluiuuderuiuedsavedilnsnsuniouay
ann1siaueaoulwl caspase-3 16 (100)

nsAnuansanmannszesiude H pylori WUANA1SANALENIUBAAINNITLVIUAN
finrududu 64 pg/ml annsadudinmaaiyivlavesidonazannisyngnues H. pylor
ldluiad Hep-2 1 (23) wdiilosienszuediduayulnsinuldianizluoviede

) = v o & Ay | ] = N v £
Wgﬂu@@ﬂLQUQIW LLazENI:u LUu‘V@ﬁ]ﬂ@UWQLLWﬁ‘Wa’]U QQElﬂiJsUalJuaLLagﬂalﬂﬂqiaaﬂﬂWﬁ

AONTTUIUNITNOUAUDIVOUTAANTENIZIMITTUBIINAIIARYD H. pylori 8819311R

gﬂﬁ 7 n3EwI8e (Kaempferia parviflora) (fan: http:.//frynn.com/)
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c
=
=b.
(SN

D
(=)
[e))
me

=
THUYU

answadinlglunisnaasy

Agar bacteriological, Brain heart infusion &3%831nU39% Oxoid Useinadangy

Y
[

Mueller-hinton agar d3%@3MNUTEN Becton Dickinson UsstnAansgosng

U
o

d Trypan blue §3¥931nUEN Gibco Usvinaansgasn,

U7
o

RPMI 1640, Fetal bovine serum wag Trypsin @3@091nUTEn Caisson Laboratories

UsemnAansgonsn

Y
[

Phosphate-buffered saline §3@31nU38N GE Healthcare UseimnmansigaLaisni

2
o

Antibiotican/Antimycotic &@aa1nUs®M Capricorn Scientific UsginaAlysiiu

Y
o

& Cytoquick §3@821nUTEN Muto Pure Chemical ‘Uizmmﬂﬂu
Bovine Serum Albumin, Dimethyl sulfoxide, Paraformaldehyde tag Formalin &30
INUTEN Wako Pure Chemical Industries Uizmmﬁﬁu

‘L’fﬂm Bradford , Sodium dodecyl sulfate , 2x Laemmli Sample Buffer uag

Y
o

Polyacrylamide §4#@@3MnuUT¥" Biorad Usuineansigatasn,
RIPA lysis buffer #inau protease inhibitor &@®31nUTEM Thermo Fisher Scientific

UsemnAanigonsn

U
[

4181 Amersham ECL Prime Western Blotting Detection #3®8a1nus¥m GE

Healthcare UsginAanigaiisn

v
o

4A181 Human ELISA Kit §3@231nuSen Abcam ple. Usemedang e

1% v
o o

AU Caspase-Glo® 8 waz Caspase-Glo® 3/7 Assay @4@091nUSEY Promega

9

Corporation UsginAanigaisn,

Y
[

ﬁﬂﬁ’lm Cell Death Detection ELISAPLUS &@®a1nuSev Roche Diagnostics Ltd.

UsEnAaI DS LaLN
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BNmaaes
sewusvaateuuaiiFeililunuideuasnsmnzitsade

Aeadle H. pylori ansituguinsgiu ATCC 43504 fifidadoannuguussvia vacA
sla/ml Wag cagA ULEMNSAETe Brain heart infusion agar (Oxoid UseinAdangy)
Fefldrmusznevvendonuny 7% (UsunsaeuIuing) uaziluusdiguvgil 37 esm
alded luani13gon8Lauiiaa19 (Microaerobic condition, 88N&LIUW 6-12%,
A1sveulneanlen 5-8%) 1u Anaerobic jar lagld Gas Pack (Anaero Pack-MicroAero

Uszinadiu)

ANSLHSTEUENTAZA8VBIESANALNABLTANIINNTLUALALADI AN

Faasanniefiaoz@iny (Ethyl acetate) vaense¥1ga1ilaguailuviosuginnis
azaneulu Dimethyl sulfoxide (DMSO) d1%5un1sna@au Minimum inhibitory
concentration (MIC) W3suNAIUTNTY 10 Hadnsudeladans waz d15un1snaaau

[

Tuwadimelaes wisuiinnnududu 100 faandudeiiadans Inesieasidoniiuives
ansafanszeald9aUn (Maceration) fadl 13191nn15819ALEz 8 AT
nsvanesdetiiuszU sulfasiBen Wuefiaerdan Usuins 200 Jadansadly vulsi
paumgiviondunatuiu 48 $alus sihmsnsesusniefiaerdlanosnainninnszse
FrensEaEnsaaUes 1 thnnnssanedinenlidunyinisadasdunded 2 diansade
loiiansdandinsonsedl 1 uay adedl 2 sufu thlusumediinazaiseiiaesdiam
sonlnewp3ad rotary evaporator (Heidolpb Usgineeasii) ﬁqmmﬁ 40 DALY
unIdvhazanelefiasdinnarseeanlunun instuiiniminsiuvesansae
Mnefiaesdan antuavarsansaiailaly DMSO iewn3sy Stock solution A
Fudu 250 Sadnsudefiaddns silviusianindelasnsosiufinsesdiifisnguaun
0.2 luasau (Minisart UssinmansgoLsni) waliusnend -20 esrwaualuiide

dmsuiresAdlu (Diferuloylmethane; CAS No. 458-37-7) (Sigma-aldrich Uszine

ansgewini) wisulngazatonaAasAiiiy lu DMSO iaududy 10 fadnsuse



50

o o

a88n3 d115UN1INAADU Minimum inhibitory concentration (MIC) way 100 daaniu

)

] [y

alladans dmsunisnaaauluwadmnziaes

=3_

4 L = a o a a d‘ dl
ﬂ’]i‘l/lﬂﬁ‘é]l]i]‘i/lﬁ‘l]i]\iﬁﬂiﬁﬂﬂL’éWIaE]SsULﬁI‘VIﬁJ']ﬂﬂiSGU']EJﬂqLLﬁSLﬂai‘ﬂ?NUWﬁaﬂﬂﬁﬂ1Uﬂqi

bl

ﬁugenﬂiLa'%cyﬂaaL%a H. pylori #2835 Agar dilution
msmaaummmLsﬁwﬁuﬁﬁaaﬁqﬂ (Minimum inhibitory concentration, MIC)
ﬁiﬁi’ﬂuﬂﬁﬁuéﬂqmiw‘%ﬁgmmﬁa H. pylori Tnewisenemnsiaeandorda Muller Hinton
Agar (MHA) (Becton Dickinson Useimeawsigeinin1) fiussneuseideauny 5%
(WSunauradsung)  diasanaefiass@nnainnszanearselanasiitiuliideansadiy
pnsiasaTodud iy 2 1wh (2 folded dilutions) eaidudugevinewindu 4, 8, 16, 32,
64 uay 128 lulasnSusefiadans luusunmssay 25 fadans ntumaduaiue s i
Al¥emsfinauansatniefiaosdimmainnssessseinesiiunden antuiide H
pylori Mg 3 Ju snaganelu 0.85% NaCl Tldamau 1x10° laladldefiadans uazqm
Fousums 3 llesans asuunthemsiasadefidansatinefiaesdnmainnsyyes

= sa _a Y v ° oA a Y] a
NIDLABDTAINUATIIULVHNUYURANE) 'L!'ﬂﬂ‘Ull‘Vl 37 DNALYALYYAUIU 3 U IUﬁﬂqﬁgﬁJ@ﬂsﬁLﬁ]u

A g.J/ £ ! a a d’lj
L9919 (101) ﬁ]’]ﬂu‘l,m\‘]Lﬂ(ﬂLL@%@WUN@ﬂWﬁLﬁ]ﬁ@LG}UIGﬁJ@QL?IEJ

NNSNZIAEAYAANZIILEDYNTTINIZDIANS

laaNzL59L8a YNN8 15%8A Gastric adenocarcinoma (AGS) 1A 5y

[

AUBYLATIENIIN WA.AT.UIMTU $529AT3NA AIATVIIYAIAASNITTUIAITEBALAL
0TI AnzannTmans pnansiminetds Tasdsasadluriamnsdsead
YUIA 25 gnurAdmufuns (T25) davervisiisaeadudn RPMI 1640 (Caisson
Laboratories Usginaanigatuinn) AUsznauiie 10% Fetal Bovine Serum (FBS)
(Caisson Laboratories Usgineanigawisni) wag 1% antibiotic/antimycotic (Capricorn
Scientific UszinaLeesiu) Insvuluguvgdl 37 esawatdoa luaniaeildl
asuaulnoenlamdudu 5% wasiautu 80% Wewadissyiiulnauiianumuiuiy

Usza104 80-90% YINN1IRADIMITIREUIARLN10DNUAZA1IAIY 1x Phosphate-buffered

saline (PBS) (GE Healthcare Usginaanigaiusni) AusimnLAaLdon (Ca*) uay
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wuniifen (Me?) Usuns 4 fiadans anntuduiwadly 1x PBS Usuns 4 fiadans lu
anmeildifsseaduig 5 unil w PBS senudauiiy 0.5% trypsin (Caisson Laboratories
UseinAanigoiusng) Usuins 1 8addas wdrdrldduluquugil 37
psrneaLdod w1 3-4 undl uasAznaneAsTadiudne telteadvgaeenin
JunLA duneanyasiwadnglinaesgansseu waamsidnyuenay ¥aaLunaenan

& & a I a aa = v & <
VINILIRLT NTUANEIMSIEsuTeadlU 3 Hadans warTiunved1euInmIsideausad

13 a aa

i Welviwaduanainviaianue ntudieieadadlurasnvuin 15 168503

dwaalutdusmeainusa 2,500 5oUABUNT U 5 U ARBIMSABLTENT trypsin

Y

1%
a =<

| S a & & ° a a Ky a cav v
Nﬂlla%@@ﬂ ‘i]']ﬂu‘HL@lIE]’]V'WiLaEJQL%@aﬁlﬂﬁ]’lu’)u 2-04 UdaaH T SUUE]EJﬂU‘l_JiiJ']MLSZIaaV]‘l@

Y

(%

YUnTuasuszunu 30 Ase welvwadwenoaniduwadinel antulainluwadluty
landesganssaduarAruindsuiaeaandesnisgaradldaluvialuinivuin
25 gnuIAfURIATNI 75 gnuiaiigufiuns TuuTuu 2-5x10° wadsen131a

1%
o o =

wURLAS TngineImsitsueadlvliusunsgaiineg 5 Jadansdmiuvrinimizidesead

1%
o (9 =

T25 1139 15 Jadansd1nsuInnIeaeasas T75

Astuudsunaas

(%
Y

nsnageusiegluwadinsidsadesldusnamadidunuuiasguiidnue
Fefovimstiudunueadiddidiney TnstwadiigniAuifsroenuuazdiuali
woneanidulwadifien gawaduiuin 20 lulasans uwaudvd trypan blue (Gibco
Uspineansgoiuing) Usuns 80 lulasdns wasliidrduudafisliuiu 1 undt 14
fg]mL%aéﬁmamﬁuﬁué’am@mmuu Hemocytometer counting chamber 13 2 $1sauiy
seldlvveunatdusenuimiaiineseinia vinnrsduiwadniglinaesqganssel
fdsvens 40 i1 TuwadilifiadinGulusiss 5 e Fagudl 8 wagshnisduan
USinauwaaniugns

NuuadregnUIAdEURes = @uwadntuls + 5) x A1N1517919luE trypan

blue x 10*
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Femad ppuer = LSHPY mm 12y mm

= )

] I

T

Comming £rell i anrl ses)

Ui 8 Hemocytometer counting chamber

Y

NsMAFBUIUIUNANYSE AGS Mmunzaudmiuntsadaunsagsenvaadfiegds
MTT

BnsnIzLEeTad AGS 'U‘ufﬂ’mL‘WWSLgﬂﬂL%aﬁgﬂﬁﬂﬂaN%UWW 96 MU U
1x10% 5x10%, 1x10" uaz 5x10° lwaddenay U 24 F1la9 AntiuLRL MTT (3-(4, 5-
dimethylthiazol-2-yl)-2, 5-diphynyl tetrazolium bromide (Bio Basic INC. Usgtn#
LAUIAT) ATLLENTY 5 Hadnsurefiadans 91uau 100 lulasdns Wnluvuluaniae
Fenduildidsneaduareglufifin uiu 4 92lus aniduazatongneu formazan i
FAnTuse 10% SDS TwIeslu 0.01 N HCL U3ans 100 lulasans wazvussluane
Wuwududu mnddanaiiunsneudislindasganssel liuusesuniinznoudiag
ILALANLNUAYNVIQY LLa”aﬁﬂUi'ﬂmmig]ﬂﬂﬁmmé’wm?aqém microplate (Synergy
HT, BioTek Useinaaiuini) fnn1ue1iadu 570 u1luiuns wagai1ue13ndudneds

630 wilwuns LaendsunaugadnliAin1sganfusasgnsluyie 0.75 - 1.25 dldvi

nMsnegeusioly lagAuINAINIIAANAULASEVIZAtENS

AINIYANTULEENT = AINYIATU 570 WILLLAT - ANUYNIARUDNBE 630 WULIAT

N1INARUETaNALEN AR BANAINNTTYIBANAMUTNTULAZIIANINY FanITag
F9AVBUYAA AGS

INSINEERTad AGS 911U 1 x107 Uu N IzRELEaaUNaNIEIn 96 viay
Tagldomsidesaas RPMI 1640 1Usenaunly 10% FBS wazUsAananuiaue

WY 24 3119 IINUUPARIMITLALULARLNDDNLALLANATANALENADETLANIIN
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° a4 sa a A o % o = [ o w ]
nsvyreAIvIeneAtiuieTeuld lngvitnisideanailudidu 2 it Tueanis
dgj 13 ¥ £ ¥ U ! a aa gj a o
deswadaulanuidudy 8-128 lulasnFuseliaddng annuuiinaisadnasly
auvadey vauay 100 lulasdng Wiy DMSO Naududunaaniavaisegluansarin
(0.128 %) U319 100 lulasing adluvauaiuny livenadeunanssnurasivinasany
AoLYad wazlinoIMIsiiengad 100 lulasans aslunauaiuguau W3suN1sVAdeU

(%
v a

e 3 9 udazgauniinaidetu fal 6, 12 war 24 alus luannsidieatud
THasawaduazegluiiia arntdufuiien MTT avwdudu 5 fadnduseliaddng
U3uas 100 lulasans diluvaluaniogiiu uiu 4 dalus induazatsagnoudie
10% SDS fw3usilu 0.01 N HCL U3u1ms 100 laulasdns uazuudeluaniizifuiy
Fruiu nindsdunmiiunznaudiialindesganssal luuneauniinznaudiieeeg
azanemuannugu udhluiammsganduuasieiniessu microplate finnue1inay
570 nm uarA2LE12AAUEI989 630 nm 2INTuRILIMAINITAANFuLASAND
TnetiAnganduuasia 2 mugnirduninauiu neldnquiilifiwaded dunqu blank

AU % NsedsenveadiIsuiisuiunaualuauaulidldlfvansadn degns

Aoluil

% N130¢50AVDUTAE = (AIRRLNIINANTULAIVBINGUNADU + ANARENITYANTULAS

YOINGUATUANAY) x 100

4 s 1 o L4 a a o
ﬂ’]'iVIﬂﬁE]UZ]VIS{;I”]uﬂ']’ié]ﬂLﬁ‘ULﬁ@ﬁﬂu‘ﬂi’)ﬁﬁ’]’iﬁﬂﬂLE]‘VIﬁE]%%LGWIQ’]ﬂﬂ’iZ‘U']EJG]’]LLﬁ%LﬂE]%

s a

Adliuran1MaETBUMaIaAL-8 (IL-8) Tulwad AGS AW H. pylori

WeAnwn1seengnsaunsenaululowuvesarsadaeiiaozdmnainnszyee
fga a = v A v aa Q‘y [ =
wazinesAliu sauludsnisAndenianizaisananiignsaiunisenaulidnunlu

ANSNAFBUDY

8.1 MmyinUinameaielagisinanuluvesdenaznisiulalail

[

edausunuvende H. pylor TuusasseiuauyuuInsgIu McFarland standard

[ |

1 a o =] a aa 1 d' Y o o 1 & 1 dy
nfaululalatinediadansininuminta tieldA1UIuNINS 1@ IR LTAaMDLT D bUY
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nsnadeuURATeINsSniauuaresinlndavensad tnetindeiideny 3 Yu mude 1
azanwasly 0.85% NaCl waziirluinainuguiasiaiosinnaiutu (Densitometer)
(Biomeérieux Biotechnology Ussinein3aieia) ﬂ%’umwmjummﬁdﬁwﬁﬁu 2,4, 5, 6 uay
7 McFarland standard 91ntuideansusasanuguas 10 ide 0.85% NaCl $1uau 7
waon arldmnududud 107 81 107 ntutideannasafdanududy 104 10°
10° war 107 USums 100 lalasans lunssanesaeds spread plate vnemsiasaie
Brain Heart Infusion agar finaNidaning 7% ¢ Hockey stick uagiiluniigumadl

1% [

= Y] & & Y ° Y d & da o
LAZANTIITLAYINUNNITLNILEAYATD UIU 3 U NATTUULRNIZITUNIZLAYILADNUITUIU
a O

laladilugag 30 - 300 lalail a1nduAuiaUSadenuAliTeATAuAIAILYEAIY

1NN
Y

a

USunantoseliaddans = 91udulalad x USU1asAuiunnsEane x A1N156399149

a

(nlatisaiiadans)

8.2 m'ﬁmaaquééfmmié’ﬂLﬁusuaqmsaﬁmLaﬁaaz%mmmﬂﬂimswﬁ’wLLazma%ﬁaﬁu‘lu

a0y co-culture

Tngvimamngidsasad AGS $1uau 5X10° wad Tunumzdsnsadsuinanaun
26 v Usluannemnzidsusadiadiadu vy 24 $alus dmdunqunaaesiiia
asafaefiassdamannszanesiumadinade H. pylori Suanthide H. pylori ¢
3 Yu wagareluomaidsnead RPMI 1640 fiusznaudae 10% FBS lilaanugu
5 McFarland standard (Uszunas 5x107 laladldefiaddns) udnfvaslundazvgud
fsnunly vauag 100 lulasans ludasduwadsodowhiu 1:100 deufuarsarin
LefiaerdnnannnIzvIeaTilnALTNTUaaTewtU 8 3o 16 lulasniusdeiiadans
dmsunqunnaesansanaeiinesdnnannseneiiuwad uasanaeiaesdnnan
nszvrea1lilaminududugavineindu 16 n3e 32 lulasnSusdeliadans
dmSunguAtuAuAIvinagaiy iy DMSO Aududuanigwinnu 0.032% uaz

wauAIuANAULANe ISR Read taennrauiiviuinssiu 1 faddns vndunan

24 31319
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8.3 NN5MIIAUSUN IL-8 A83T ELISA

1esidsaraaaInde 8.2 dunenngnoulwadeanyinanuisy 1,000 x ¢ UU
10 N9l nadaUAIgYAUIET Human ELISA Kit (Abcam plc. Usginadangy)
lngidaedanilunauvaaounasnaualuauegeay 100 lulasdns wazaisavaie

WINTFIUTNIIVUTUI IL-8 981982 100 lulasdns iinaslunquvaasudusagy

'
=

sUNANYLN 96 Mgy TignAnueuduedise IL-8 1iudaiifumau Mntufuueuivafise
IL-8 ARmnainday Biotin asld wguay 50 lulasans Ynvgunaaousienarainla
Unilguniviesuny 1 Halus rueufveduiuean 3 afs fe wash buffer $1uau
300 lulAsans anduLinueufveiiinneaindae streptavidin uay Lowubes]

Horse Radish Peroxidase (HRP) wguaz 100 lulasdns Uaviqunaaausienaiadinlanas

UL TMB substrate nquag 100 lulasans vulufidauiu 12-15 und
yhmsugaUAzende stop solution 100 lulasans thluinrinisgandunasinnuen
AAY 450 nm FeLA3es81U microplate LazAUINUTLIN IL-8 Yosf819aInnT 1M
1NPTFIUTEMINA TAaYaEMIFIUTe LY 62.5 - 2,000 lAnSusetadans uayen

NNIRANFULASYBILARLAIUTHTY

4 L5 L4 = a o 1 QII
N1INAEDUEND AUNNTONIEUVD9ENSANALENADLBLANIINATLYIYANRDNITRAES

a 4

Sunasanu-8 (L-8) Tuwad AGS fifnde H. pylori

Y

AN ®FULUUAIN909N1T8RNANEAIUNNTINLAUBIATANALE A0 TLANAIN

NI LAgviNITUNLEaa AGS AULTD H. pylor Lard1sa@inlefiaosdLnnann

'3
a

nszy1eanluan1Izaeiy 3 wuu Ao vuluaniie co-culture LiaAnyinseangns
aun1sontaulaesan unluaniie pre-treatment tiadAnwiniseangnsuuudesiy
n1sdniauazunluane pre-infection LilafnwIn1380ngMEAIUNITSNLEAUNAIIINNTS

AALTDLA
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s

9.1 N1INAFOUYNTATUNITINLAUVDIAITANALDNADTTLANINNNTZY WA I UAN1IY

co-culture #L38751749)

Fmsansdensad AGS S1uau 5X10° wad Tunumsisusadslainauuun
24 viau Ualuanmswnsdeasadddnaiy w24 il dwdungunasesansar
ofiaevdnnannnszesiusadiande H pylori Suanthie H, pylori 814
3 Fu waraeluomnadsasad RPMI 1640 fiusenousne 10% FBS ety
5 McFarland standard (Ussanas 5x107 lalallsiefiaddng) wdnduadluudasvay
fitwmualy viquaz 100 Tulasies lushdueaddeadowntu 1:100 deunfuansarin
liaRsdnnaInnssei ilaanuutuanyewiniy 8 wse 16 lulasniuseliadans
dmsunqunnasasanaeiaasdnnaNnseuiiuwad Wtasanneiaasanain
nszmealilannudutugayesintu 8 wse 16 lulasniureliadans dusuraumiuay
fvihavany WY DMSO AnUdadugaynewiniu 0.016% UagnaumiuaNauiiueIns
Aeaad lngnnrquilusunsiy 1 daddns Tnewsumsnaaousioun 3 YA UARZYA

YUNNIAPNNUAITE 6, 12 hay 24 T2l

9.2 Managevgrslastunsdniavvetansatnefiaosdmmainnssviedluaniig pre-

treatment 713819199

ymsmziAsaead AGS S1uan 5X10° wad Tunumizidsasadsunnanuung 24
GH ilUiwgidsaun 24 $alag dmfunqunaassfiinaisatniofiaesdinnain
nsvanesieuldide H. oylori SunUuwadivansataefiaesfianainnszyesiiiil
astutugavingluudazvauiitmuavinty 8 vie 16 lilasn3udediadans drsansadin
LONAREILANAINNTTYI8AI100NAI8 1 X PBS T1UIU 3 ﬂ%gmas 1808809
ide H. pylori 818 3 Yu wrazarsluemisidouead RPMI 1640 fiusznoudag

10% FBS lagwnseaialyiininugu 5 McFarland standard (Usgsnay 5x107 lalatlse
a aa Y a ' o % a 1Y) a %
fiaddns) wanduaslundavvquindmuald vauaz 100 lulasdns USuusunseie
d‘l 6 b4 a aa o Y ! & 1 d’l ! o o U
21M5ABLYAd AT 1 Taddns ssvililadnsndiuwadsaiaiiifiu 1:100 dusu

NAUNARRIAITANALONARETLANIINATEYIUATULYAR LANaTTainLeiaosdianaIn
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nszv1ealilaanududugarinewindu 8 n3e 16 lulasniuse dusunaualuay

Y

Wharagliy DMSO ANUNTUgATEIIAY 0.016% WaTVNauAIUANAULANDINIT

% ¥

Aeawad Wnglinvauiiusunnssin 1 §adans a1amnvauede 1 X PBS 91u3u 3 ASeY

q 9

a a a

av 1 fiaddns udufuownsdsasadasiunquay 1 §adans InewSeunmsvagouiaun
2 99 Unfinandsiufie 3 uar 6 alus vndumeuntsdrdailuvdluanniefu
#o9n 3 uag 6 Tl
9.3 ManAdeUgVSFUNMISIIaUYesasaine ey BnaInnsznesvaIInisadan

o H. pylori (pre-infection)

ymsmiziiousad AGS $1uu 5X10° wad lunumsidsasadguanauvung
26 viga hlUimzideauy 24 $alus dmsunqunaaesiiuide H. pylori fouuniy
ansatmefinesfenainnszees Suanuseadiude H pylor eng 3 Tu Mwdexly
9IS ABawad RPMI 1640 fiUsznaudae 10% FBS Tnainieuidolvifiainuduy
5 McFarland standard (Uszunas 5x107 Talaflsefiaddns) udanfvaslundazvgud
frvualy wauay 100 lulasans Usuulunsieenadsueadliagy 1 daddns
wilildsnsdueadaodawiniu 1:100 tlvvmdunan 6 92lus andudraie
H. pylori 8ang8 1X PBS 41U2U 3 nfs ndiaz 1 fiaddns Wuasadaefiaesdianain
nszwemfinnududugavhoniniy 8 vide 16 lulasnfudefiadans Uudedniduian
6 H2lus dvfunquunaesaisafalefiaesdianainnszanediuiead (Auaisadia
finerdnmanNnsyeedlilannuuduganewiiiu 8 se 16 lulasnsudeliaddng
dvSurquUAILUANAIYINazATY LY DMSO Aiudugainevinniy 0.016% wagnad
muauamaummﬂgmwaé Tnennuauiivsuinssu 1 faddns udrhluvudune
6 1l

9.4 NM59929TAUSU IL-8 A7835 ELISA

1N91115iaeuead T 9.1-9.3 indunennznaulaasaniianinuisl 1,000 x ¢

U 10 Y19 NAadUAI8YAL181 Human ELISA Kit (Abcam plc. Usginadangy)

o
[ Y

vunaulute 8.3
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g L o/ a a o 1
10. msmaaquséf’lumianLawaamsanﬂLawaazszjmmmnns:mamma N3N dN

vaalushiu MCP-1 Tuiwad AGS fifawa H. pylori #2838 Western Blot

s

10.1 N1SNAFBUANTAIUNITONLEUVBIA TN TIaDsTLaNINNTZYV18a luan1e

co-culture Anan 12 Fala

ynsgEsuad AGS $1uru 5X10° 1wad luaumisidsaeadsUisnanuug
24 vau vuluannizinzidsngadiediediy win 24 $alus dmdungunaass
asanmefiassdianannssuesiuiwadinnide H pylori Suaindie H pylori
018 3 Ju wararsluesAsaead RPMI 1640 fiusznausae 10% FBS Wlanugy
5 McFarland standard (Uszanas 5x107 lalatiseiadans) wddifuaclundazvqy
fitwualy vauaz 100 lalasdns lushmdueaddeidowiniy 1:100 deuiiuasarin
LefaesmnaNNszIeaTAlaAMTNTUEAYWGU 8 se 16 lulasniusdeliadans
dmsunqunnasasanaeiaesdnnaNnseeiiuwad Wuasanaeiaesdinynain
nsrvrea1lilamiududugaviteindu 8 wie 16 lulasniuseiaddns
dmiunquatuAudlIinazaty @y DMSO A dudugan1etviniu 0.016% wag

VaUAIUANAULANEIMISIRUYa tnennrquiuTuinssin 1 $addas dildvuinan

12 43

10.2 msanalusfuneluwad

fro91umnzidsagaddod 101 Tuaelfuuiiuds gaormadsueadinaia
WdrEnadae 1X PBS gaunndl 4 ssrueaidoa S1uau 1 $a88n3 91niufiy RIPA Lysis
buffer ina protease inhibitor (Thermo Fisher Scientific Usginaan3igaiuini)
gunndl 4 sseaifoa viquay 100 lulasang Unuuiuds wu 5wt eevhnisane
MuziAemng 1 ufl 99n8uld cell scraper yalwadonnainfuvay 1Besann
Wz FBasAN 1X PBS gungll 4 ssmusailua S1uau 100 lulasans tievedamad
ponanfunqulvinue 9ndugeldnasavuia 1.5 faddns vuvutudeiodn 10 uni

v luduiinuss 12,000 seudowrdt w10 wiit Meamgdl 4 sarsaided

Wutanzarulaluyinnisinlusausald
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10.3 M9InUSUlUSAUA283T Bradford wagnisimseulushu

wisNaIsazanelUsAuLInggIueaell agany Bovine Serum Albumin (BSA) LUutu

v
U 1 a a o

2 faansudaiiaddnsluinduy 31ntuI219a0dua 10U 2 1 TALAAUITUTUA LG

a a

0.005-2 HadnFudeliadans 2NUUANAITALA1ENIATTIULAREAUTUTULAETUTAY
nadaldasdunguilinansuin 96 viau vauay 10 lulasdns Wuuie1 Bradford

d11593U(Biorad Uszimaansgaiuini) aslunquaz 200 lulasdns werldmdiuaae

'
al

plate shaker Wutan 5 w17 Meaunnidvies e1ukasELA3ee microplate reader (Tecan

9 Y

Group Ltd. Usemaainigasuaus) AunnUsunalusiunuannsmasasaieuinsgiu
sewinansgandunasiuaududuresarsazats BSA uinsgu antduUiy
A TNTulUsAuveIda0819038 RIPA buffer Tiindu 50 lulasnsusieladans
wazdlusfuauduty 50 lulasniusiesiadans 91udu 15 lulasdns lunaudu
2x Laemmli Sample Buffer (Biorad Uszinaansgaiusni) 41uqu 15 lulasdns

a

Mlvlaanudutulysivaninewindu 25 lulasnSudeliaddns ludSuinssiy

a

30 lulasdng newindegelduennelanssualningie3s SDS-PAGE Tivungaumgl

Y

95 paFwAEa WU 10 WY

10.4 N1swenlUsAunIeIs SDS-PAGE

Usenouynd miuinTeutaalun1svin SDS-PAGE (Biorad Useineansgaiusni)
ntufuueanesedadly tiensiadeusesivensyan iy 12% separating gel asly
4.5 fadans wandudnduilolanesemeluiaasenlsivun seliaaudeiuszana
15 Wt wdadudndueen 1in 6% stacking cel Usyunn 2 fiadans uazldniasld
selfaandefuszuna 10 U anntuisiendeon uadr8re1anIouliacly
electrophoresis chamber wagifs 1 x running buffer asluaudslinuonUTununiuuen
Fulusiufegrafimioulilude 11.3 adluluwasiuiu 20 lulasans waziiiy marker
$1uu 5 lulasans anduldnszualnding 80 Taad wau 30 urdt way 120 Thad uu

60 U
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10.5 n1s1elusAuasuuLusLuTU (Protein Blotting)

wALLNLUSUTTA Polyvinylidene difluoride (PVDF) ﬁﬁgwqu“dm@ 0.2 luAseu (Merck
UTelneleastiy) ae 100% wWn1uea 41U 5 419 a1988nna8 1 x transfers buffer
nfunalosin uiunsEAYNTes 1989INNNSY SDS-PAGE ludedt 11.4 uas wausy
wiia PVDF feguft 9 udldgnnisrindnmtesornimeentvivun arndureadiuly Blotting
chamber ﬁawwuﬁm%mamﬁm 1 x transfers buffer aslUaufialnuanuSuinsaniuuen

Tnseualvdn 150 wauwus w1 90 w1

O,

o

- NSYATYNTDY 3 AU

—— WSy PVDF
138 Polyacrylamide

L N3EMIUNTDY 3 WHU

o

®

sU 9 mséhelusiuasuusmiusy (Protein Blotting)

10.6 N159529@ULUSAUABLDURUDA

WYLALUSW PVDF 97098 10.5 adlu 1 x blocking buffer weiiune Uszanu 20 59U
FOUI U 30 U9 maﬁ?um blocking buffer aan LAZIINISHALLLUS UM
13 kDA wag 40 kDA lagd9Lnmaa1nuauves marker mﬂﬁ?ulﬁmmuauaﬁ@ia MCP-1
(Abcam plc. Uszinadangy) Aiea19d7e 1 x blocking buffer lugnsndau 1:4000
TU7U 5 H0danT asluluniusudlru 13 kDA n3auauAvefAne GAPDH (Abcam plc.
Useinedangw) Miea19¢ae 1 x blocking buffer ludnsndru 1:800 S1uau 5 fadans
adluinusudIL 40 kDA Uufl 4 ssrwaidoa luan1izivgnung Ussana 20 sau
Rauld urudiuAy endunueufveneenwdIa1NNLUSUAIY 1 X TBST

Uszaual 10 Haddns Tuanizignung Uszuial 20 sausaull 3 A998z 10 W1l
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=

NUULY 1 x TBST 990 LalANLaUAUaANRnaaIna18 HRP (Abcam plc. Uszine

89n9®) MI0919938 1 x blocking buffer Tudnsidu 1:1000 adluluiiusus 2 @7

a aa a v

druaz 5 dadans Unilgaunnivies Tuan1izivgnu1g Uszunm 20 seuseund
W 1 Hlas neenudrdrausiusudie 1 x TBST Uszana 10 fiaddns luaniziug
w19 Ussanm 20 seusieundl 3 adqay 10 wadl ﬁ]’]ﬂﬁ?‘lﬂ%“g@ﬁ?ﬂ’] Amersham ECL
Prime Western Blotting Detection (GE Healthcare Usginaansgaiuini) lagiay
substrate 1 Waz substrate 2 Tugnsidu 1 : 1 aslUluwuiusuusazdiu Unaewaiain
Ta wdidrluarenindrsia3esdioniniaa (Thermo Fisher Scientific Usgine
ansgowisni) lngldiian exposure w1l 30 Wi

s

N1SNAFUANSAIUNITONLEUYDIATSANALRNARETIANAINNTEYI9A1 lULYaa

& A a Yy W a & >
LUALADAUIINLNYAIVBINUNITRAALYD H. plefI

Juninsudindiie H. pylor @unsanszaun1snouauedlunszuIuNMIonauves

o

' v & I a Ko a & . a raaa |
bYRARNNE) IWLUUQEJ'NW UDNINNUYIUTIEITUNUINGD H. plefl V]'liJﬂJGU']G]LLaSﬁ'JUGUEN

lUsfunianusaagateirlandalie H. pylor duannsanseiunssuiunssnaule

(%
U W VYa o =

Tuszaunliduansneiu (102) daugidedaulanaznaaaugvsaunisnauredansann

kY

a a o § @ A a Y & .
wiaezdnnainnszvreailutgaatinidonvnd Lneldlusauanndaiie H. pylor

I3 Y = ‘:4' ¢
Lﬂua’liﬂizaumimaau%%ﬂL"vaa

11.1 nmsannlusuneluwadvenio H. pylor Ingldndudys

[y

eatauenanslusiunsluwadueude H pylor e H. pylor 91y 3 1
azanglu 1X PBS Wildnueu 6 McFarland standard (Usganas 1x10° lalallsialiaddng)
andudnluvialdiaduandaoiniossdanduides (High Intensity Ultrasonic
processor) (Sonics & Materials Usgin@atuIni) Audndui 40 LLauwégmiumau
$12u 30 ade adtay 10 Hunil winaemTeuuTudinasnan JuannznouAmaad
7l 12,000 s0UsDUNT UIY 15 Wil IAvdwlafgamgll -80 ssmwalTea neutlUly
nadeuNMsAdeuiiveswadidadenuny WiluTausunalusiusiudaedd Bradford fade

#1023
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11.2 ﬂ?iLW’]%L’gSQL‘Uaé THP-1 wag HL-60

< A

wadiindenvnvialululed (THP-1) Lay twaadieauLiiniiena1isrey
Tsludlales (HL-60) losuAnueuAsIziaIn Mmans1a158 Tetsuo Kubota, School of
Health Care Sciences, Department of Immunology and Microbiology, Tokyo Medical
and Dental University Ingidsagadlurinmizifoasaduuin 25 gnuiafisuiiuns
(T25) K280 91913891 wadviia RPMI 1640 Aidsznaudae 10% FBS Unflguugd
37 peAnwaldoa luaniivfifiansusulaeenladidudy 5% waviinaudy 80%
dledveiomsiasadetdwmdsdiinniswdsuemsasaras Tnetunnaznouad a
A1uL157 2500 50URBUNT YU 5uU1T wazlAnenisiaswadlnaly
ninwadasyiulnaudindunuinuy 1x10° 1wadroiadadns Tunusgaalaly

PIwziasngadlnd Inetiunduasuszanu 30 ase Weliwaduenaaniduwadine

aagadldluvialnd TuuSuia 1-5x10° Lwadseiiadans ludTunssiu 5 1adans

£
o [y a

ANTUTILINLLRETAE T25 %39 15 DadansansuIanziasasas T75

11.3 N1SNAFBUANTVOIA1TANNLBTNA0LTNNIINNTEVI8AIRNBNITLATOUNVO L YRR

dindenvnviinlululednnevaussdelusiuresiio H. pylori
11.3.1 M9i93euswas THP-1

dmswnsdensad  THP-1  fiwau 5X10° wed  TumanziAsagaduunn
25 gnuiAfigufians feeaAsugad RPMI 1640 Mfiu 0.1% FBS (starvation
medium) Hunan 2 fu luanmedertumasnsdessadiieiu dusnazneuead
firna3 2,500 seusteud un 5 unil gaenaLAsadiATi i starvation medium
Tiadly 1 T0dans TnduasUszana 10 et udnhlunsesiuiinsoawadiifsnyy
e 40 luesou  leddawadiiniznguiuen  Lesanuwadiinznauriu
yilvinaserauUsUnuvesmstiuadindeuils tiwadluiuldndesqanssend

11.3.2 59583 Transwells 8195Un715V9daU

139374 fibronectin (Becton Dickinson Usgwsansgawsn) Tudnsiau 1:20

IMNAMUDUTY 1 Tulasnusefiadans Ae 1x PBS annuuwduadly Transwells auuy



63

Mamusugnguunn 5 luaseu dwau 75 lulasies Uadl 37 esmwaldua
wegatey 1 Tlus d190enme 1X PBS %30 starvation medium USuns 1 daddns
17U 2 A

11.3.3  msneaeuUsinalsduveate H. pylori  TWuIZausonIsNnaeunIs

idouvauaanaanY1Ivinlulylys

\AnanshegaradfideIn snaaeualurgunAaeuAUa19adUAaY Transwells
Aall MQUAIUANAULAY starvation medium , 1aUAIUANUINLFAY Platelet-Derived
Growth Factor-BB (PDGF-BB) Attty 10 wlunsuneiiaddns (PeproTech Uszina

ansyolsni) , vauneaeuiAulusiunainanie H. pylor lute 11.1 aududy

a a

100 wnlunsumaiadans , 1 llasnsuraliadans war 10 lulasnSuseliadans lagLiy

a13henAadfINa1 F1uauvauas 600 lulasdns antudnead THP-1 Nwseulily

Y A

ToN 11.3.1 91w 10° 1wad YSuia 100 lulasdns aslunaudiuuuynngy

dunmwaznidnnesa1niIdeantinun nduinlyuuNani1ngfeInun1siasasas

%
[

Tngldiianununu 90 Wil deiauatuuueie 1X PBS Usuns 1 fadans 91uiu 2 a3

(%
a

INYULAN 10% Formalin USu1as 1 Jaddas Meliuiu 10 uniingungives

AN 10% Formalin 719 ndudendmuiusunied Cytoquick (Muto Pure Chemical

Co.Ltd. UszinagUu) lasdaunay Cytoquick stain solution A U 5 Tu19l way

]

Cytoquick stain solution B u1u 15 3u19l wa1a19ddutiuesnaienisinlunnas

Tutyszlung Yaesliuuiusuuyuiud Ay As1980unIsNTEev0saa lanasd

(%
Y o

anssAY endnidsenistuwadluuinaniwadiniznguiu 1oliuddyuinazen

<

e Walsadeuuuresiusiusueen duduadillldfiniandeudiiiunlugngu
yosmiusy thlddenmldndesganssmifiindwens 20X $1uru 10 1endes tuivad
felUsunsu Image) uazFunuAwasveuvadivuls
11.3.4 msvndeugnsvesaIsaialenas BN sE e Hen iAo uTueTas
Wasonyvinlululesinevauswiolusiuveads H. pylori 4az LPS

UDNIINNIINAADUN VTV TANNLDNADLTHANIINNTEYIUAHONITATOUNVDY

wadiliadenv1iillosainnisisgauedlusiuainidie H. pylor uds dilin1svaaeu
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Wisulugdvesarsanaefiassdiavainnsseninenisinasufivesgaaidniion
A . . a @ ' A a @
2171899917 Lipopolysaccharide (LPS) Al udiulsznauvasuuaiitlsounsuaunaly

= = = = f < = 3 1 = dy
udsvisuisuanuausalunishawadiladonvilululedsyninaddsiuginiie
H. pylori wag LPS lagn1sieseuead THP-1 uag viqunegaudaton 11.3.1 uag 11.3.2
IMNTULATIUVQUNAFDUTINUA 2 YA ANQUAIUAIIVOILAREYAUTENOUAIY
A & s a a A a =
NQUAIUANAUNLDIMITALUYAR, NQUAIUANUINTILAYN PDGF-BB, nguiliulusAuves
W8 H. pylori %38 viauilidiy LPS dmiuvguaiuausiinazatey DMSO wagnaunaaeuy
a13aALe7aETANIINNTEYILA AINNT197 2 kag 3 nduiivaisigaivadasiy
&

NQUATUAIIYBINQUNAADY 79l NqUAIUANAY LAY starvation medium UTu1e

4 q

a

600 lulAsansg, nauAIUANUIN LAY PDGF-BB 10 urlunsusialiaddns Usuin
600 lulasans, vaumnasudslusiuvenie H. pylor fiafaldainde 11.1 fnnududy
100 urlunsusefiadns nio LPS 1 lulasniuneiiadans (Sigma-aldrich Usgine
ansgewusni) Usuiu 600 lulasang ed1eae 3 gy, nauaiuaudvinasaeiulushiu
vade H. pylori fiafaldainde 11.1 fianududu 100 urlunsudefiadns nie
LPS 1 lulasnSusiadiaddns (Sigma-aldrich Uszimeanigainsni) Usuia 600 lulasans
soufuead THP-1 Tude 11.3.1 $1uru 1x10° 1wad fiviquénuuunnuquuesia 2 4o
naday IntuLfis 0.016 % DMSO fifuuuremauaruAuiviazats Laglinansadn
Lefiaesdianannszaeinfiaududuaaiineindu 8 uay 16 lulasniusefiadng
figuunveaqunaaaulUsiiurenie H. pylori vide LPS usazviay Tasufutiunsues
waueuuulviiUsuesaaiemindu 100 lulasdnsdevay dunauazidnneseinideen
Toivn aniuthlutafianngfeafunsidenead tuuiu 90 wid Savauinuuudae
1X PBS U31ms 1 fiad8ns $1uau 2 Ass aanduiiy 10% Formalin U3ias 1 Sadans

a

Ml 10 w9l Ngaungilvies ga 10% Formalin Meuazdondiuanusunied Cytoquick

9

InyLAy Cytoquick stain solution A U1 5 U9 way Cytoquick stain solution B

WU 15 w9 nduanddiuiuesndienisirliundslutiuszdiung wazdaesli

(%
o

ILLUTURSNUTINAY A599aUNNINTEANevaadlinaesgansseud liiiudagui
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azo1aving Wawaasuuwesutusuesn iluaenmldndesganssmininndveie
20X 91U 10 290809 Hulwaamelusinsy Image) warAuluARdevessaaniula

MU UUUNTIILUTY
snsurwn 5 luaseu

AR

MRUAIUAN O

AN9ANANTZTINLAY/DMSO

O
Q
s
®
1
O
*

A AA A A A = 815099ALTAE

JUN 10 MInegaunIsiafeuivesas
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M1547 2 wandansarareiivadluvauinuuukasnguauaNve sz sin v aUNAaeY

TunsneasuniseasuvaadLindanv st lulysd

asaraefifivadluwsazauagey

YUAVBINQUNAFDY
‘Viquﬁm‘uu Starvation Medium
VAUAIUANAY
‘viqmﬁma'w Starvation Medium
‘wqué’muu Starvation Medium
VAUAIUANUIN
wqm@ﬁua'w PDGF-BB 10 ng/ml
. y | viaNsuuU , ,
RUTLALIUTAUINLYE " Starvation Medium
H. pylori %3© TUsAuaInNe H. pylori 100 ng/ml
LPS NAUATUEATY o
LPS 1 pg/ml
VRUAUUY 0.016% DMSO
v o TUsAuaIne H. pylori 100 ng/ml
NAUAIUANAIYINAZANY
NAUAIUA %39

LPS 1 pg/ml
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M1547 3 wandansarareiivadluvauinuuukasnguauave sz in v aUNAaeY

Tunsneasunsieasuvasadlindanusialulules (de)

YIAYDIUNAGDY asazaefdivadluwsazauagey
y A17aNALETADLTBANIINNTEVIBA
NaUVAZOUATAN ViU
8 pg/ml
LoiaozBanain 1UsAuaIne H. pylori 100 ng/ml
. VRUAUE D!
N3LP1EA1 8 pg/ml
LPS 1 pg/ml
Y A13aNALENADLTANIINNTEVIEA
NAUNAFRUANTANN Vi
16 pg/ml
lofiaozdmnain TUsAuINAie H. pylori 100 ng/ml
. VRUAUEN w39
N3e¥18n1 16 pg/ml
LPS 1 pg/ml

11.4 nMsvadeugysvesasaineiaosflavainnszmemaenisiadeuiivossadiiln

Weanusiadllnsiadinavaueweans IL-8
11.4.1 71399F0UNAIMIIEaUNDNITUAUMYANUYAE HL-60 sTuidalnsilaa

11199910 HL-60 Jutwaddisautiinidsnvinszezlusiudlaledssdndudes
Mnsilasunlassadidulindenvnvintlnsiadnou Ineideawas HL-60 311U
1x10° wadreiiadans lwuinvuin 25 gnUIARLURILAT AIga1siaeasas RPMI 1640

'
a

MsEnousiy 10% FBS uaz 1.25% DMSO lulsuinssiu 5 1adans uazuuiigungd
37 asrnwaldoa nilansveulaeanlaatudy 5% waziinauiiu 80% Natnieefunsil
3,5, 6 uag 7 Tu insuusgaatdluviamizidsausaalvil olwadiasyivlnau

= 1 6 & 1 a aa
UAIMHUAUILUY 1X10° LYANDUAANRT
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11.4.2 7139529799 CD 11b marker A3g/35 Flow cytometry

ﬁuf\i’muLsnaéﬁ;]'jmu9117‘1'1/‘1"1miﬂizﬁuﬂmﬂ?{ammmé’w DMSO 71 3 5 ,6 Wwaz 7 Yu
Tudie 12.4.1 wisldluvasnawin 1.5 3adans s1uau 1x10° wad wasdunneznouwad
fin1nu1s2 2,500 seURRUT U 1 Wl @mmmﬂ'gmLsziaél,mﬁymauam 1x PBS
fiUsEneudae 1% BSA uaz 2 mM EDTA U3unns 1 fadans anntuduneufivense
CD11b vi3oueuAvefnuaNay (sotype) Anaanse FITC Tngldueuivodiiioans
Tusnsdiu 1:1000 #e 1x PBS fiUsznausay 1% BSA uay 2 mM EDTA U3u1as
100 lulasans vuluditauusiudeuu 30 urd dud 2,500 S8UADUIN YU 1 U7
fisdrula §19628 1x PBS fiUsgnoude 1% BSA wag 2 mM EDTA fiflgavgd 4
parwaLdoa Usung 900 lulasans s1uau 2 A% 9ntunaunznouwadliidnfu
Paraformaldehyde 91421 1 Ha88m5 waguuuIy 10 U9 lonsanInveyad
Judt 2,500 soUdoUT uw 1 unft anndufisdiula wavii 1x PBS AiUsznaudie
1% BSA wag 2 mM EDTA 97u7u 1 3adans U lunsoskiuminsaanasias1sninig

1309 Flow cytometer (Beckman coulter UsgineAansgaLisni) e1ung Assniuas

@519 scatter plot mglusunsy CytExpert

11.4.3 N15AAOUGNEVEIAITAN OO FANIINNTLIILFIHON I TAROUTYOIYAS

Windenyravidaidalnsilas

WmTsungunaaaunete 11.3.2 lunauaiuaisveanaunaasulsenaunig
mquAmUANaUTioadsNTad viaumuauuINTLAY IL-8 nquAruANdavinazansua
vuNAdoUaIsatnlofiaesdianaInnszeil fan1519 4 InenqualuauauLdsl
starvation medium U3u1au 600 TilAsERs, MeUAIUANUIN MauAIUANAIavale waz
NQUNAFBUANTANALTIADYTLANAINNTEYYAT LAY IL-8 (Shenandoah Biotechnology
Inc. Usgimnmansgaisni) avududu 10 unlunSuseiiadans Ysuia 600 lulasans

Tuksazvay anduifuigas HL-60 Mmseulilude 11.5.1 91u7u 5x10° tgad

=p

MNAUITUUUYNNUVBIN 2 YANAABY 3INTUULAL 0.016 % DMSO AR1UUUYDINAY

MIUANMYINATaTY wazlitarsanaeiaesdanainnssigaiaududuganeiniu
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8 waz16 lulasnsuseiiading NAUUUVRIRUVIAGBUANTANALETIARETANINNTEY M

lngusulsunsvemauanuuuliiivsuinsaaeminu 100 lulasdnssonan dunauag

[ [

A19ane3a1n1Aanlinun 31NN WU L UUNNENIILLAEINUNISLALILYAA

[%
[

Tagldaanunuiy 30 Wifl drquAIUUNE 1X PBS USuas 1 §adans 311U 2 ASY
NUULAL 10% Formalin U3u19s 1 8addns Neliuiu 10 uril Naaungiivies
A 10% Formalin M4 wagdoudLuulusunly d Cytoquick lnedaunie
Cytoquick solution A 11U 5 3% wag Cytoquick solution B W1 15 U191 21n1UANS
a1 a Y o 1 901 1 % L4 ¥ A

ddaufusenaignisiilundsduinysgynung Yaesluuiusuuiauiudiuay
Tliiudrdyuinazornnuaidawadaiuuuvesuuusuesn diluareamldndes

anssAuNMGIve1y 20X 7uau 10 19ndes dranduiwadeielusunsy Image) waz

o 1 = ca o 14
AMUARAgvRNTaaTUlA
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M3NN 4 uansansara1eifitadlunauiuULLAsTaAUEUBLAa YA IaNNAFY

Tunsneasunisedouvssaaindenvnviaialnsiad

N3EY18e1 16 pg/ml

YUAVBINQUNAFDY asazaefdivadluwsazauagey
‘viqmsﬁuuu Starvation Medium
NaNAIVANAUY
‘wqué’ma'w Starvation Medium
quéﬁuuu Starvation Medium
NRUAIUANUIN
VRUAUEN IL-8 10 ng/ml
o Yt 0.016% DMSO
NQUATUANAINIAZ AN
VAL IL-8 10 ng/ml
NUNAFDUAITANA AT ANSANALDNADETLANINNNTLYILAN
- . 8 pg/ml
LONADLLLRNIANA
. VRUAUE4 IL-8 10 ng/ml
NFLY8A1 8 pg/ml
NUNAADUAITEANN AT AN5ANALDNADLTLHNINNNTLYILAN
- . 16 pg/ml
LONADLLLRNIANA
VAUATUAN IL-8 10 ng/ml
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g s a a o 1 o/ o
12. N1FNATIUNTVBIATENALINADLYLANINNNTSYIYAIHD sEAUNTSTNIIUvRstau el

caspase-8 Ua4LAd AGS finnLda H. pylori #7835 ELISA

12.1 MINAGDUNAITIMNIZENAIMTUNIITNA@U TEAUNITTNIUTRoulell caspase-8

VouLaa AGS NAALTe H. pylori
12.1.1 MS9SYUYARFIVTUNISIAGOY

INSzEeRgad AGS 31U 5X10° wad asluanumizidssgaaduiglianay
YA 96 AN WY 24 alus nuulEe H. pylor 81y 3 Ju wazanglueinisifes

wad RPMI 1640 Aisznausng 10% FBS Tldanutu 5 McFarland standard (Usganal

(%
1 a a =]

5x10" lalalldafiaddns) thudeadlungunaaeuiniinualivquas 10 lulasdns
Az lileonsauwadnoawiniu 1:100 anndutihluunluansifieifunIsinziae

WARUIY 6, 12 WAy 24 93LU9

12.1.2 mM3a51vinseaunsvinuveiouly caspase-8 #2675 luminescence

assay

dngadiimToulidede 12.1.1 1115959978 caspase-8 lasldyatiren
caspase-Glo® 8 Assay (Promega Corporation UﬁzL%ﬂﬁM%g@LN%ﬂﬂ) Taonay
caspase-8 buffer way caspase-8 substrate 11818 u WENAUTIB MG UTNELLED
asluduau 100 lulasdns Uuuiu 30 urdl figamgilivies s1unadiein3es 1y

microplate

12.2 MsvadeUgvsvesasatinefiaesfanainnszaeidesedunsviuvesoule
caspase-8
ymamnzdsLeads iy 5X10°wed aduiumisdsneaddunsUnausuin
96 nau thllinizidesutu 24 $alus 91nduiinde H pylor o1g 3 Yu w1azans
Tue masiasaigad RPMI 1640 fiUsznaudae 10% FBS THldaa1uqu
5 McFarland (Uszanm 5x107 laladidefiadans) iiudoaslunqunaasuiidivunly

vauag 10 lulasang asililadnsdiueadseeiafu 1:100 dmiurqunadeu

Wuansazatenseyremilaanududuaninelunsasnguiininuaiidy 16 w3
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1 a [ v

32 lulasnsusefiadans dnsunaqualuaudivitazaie LAy 0.032% DMSO uag
a dy L3 v = a ¥ 1 U a

auAIUANaULALIMIsEsLad taglnrquilusuinsgavinewindu 100 lulasdns

U ULN L UUNTUAN 1A UM TINIZLRENTAR U 24 TaTU9 wadulURsI9 TR

caspase-8 A7 12.1.2

4 L = a o 1 L o
13. NNINAGDIUNTUBIFITANALINABSYLANITINAISVIYAIAD ITAUNTITNINIUYDN

wulasl caspase-3/7 vawad AGS finaudia H. pylori #7833 ELISA

13.1 mMInadeunyiumsineuvesouley caspase-3/7 vesansariniefiassdianain
nsvanesluane co-culture ARy

yhmsmziisasadiiuiu 5X10°wad adunumsiisasadivngunausung
96 viqu tlumnzidssunu 24 $2lus aniuinde H. pylori 918 3 Yu snavangluams
Auaiwad RPMI fiusenaudie 109% FBS 19ldA1ugu 5 McFarland (Uszanas 5x107
Teladsefiadans) vauay 10 lulasdns udnfuadluudasvquitdmualy agyinlnle
Sndruaddeidoniity 1:100 denfuaisazansnszaedilildanudutugeiine
Tuusiazmauiiivuasindu 8 vi3e 16 lulasndudediadans dmiuvqunaasuaisadn
LafiaesdlanannszvIed1iuead Wuaisadaefiaesdinnainnszyreatilaniny
Wuduganeindu 8 n3e 16 lulasniuseliaddng dmsungualuaudivinazany
1Aisl 0.016% DMSO Usunas 100 lulmsang LLawqmmuamuLammwm?}/ﬂqwaéﬁmm

100 lalasdns nglvinuquiluSunnssan 100 lalasdns laeww3euni1snageaunivia

3 90 WiagyaUvanaiunell 6, 12 uay 24 Hlug

132 n1snaasugnidestunisvinaiuvesieules caspase-3/7 vosa1sana
lofiaezdnmannszaesiluanig pre-treatment AW
yn1singEsuad AGS $1uau 5X10° wad Tunumngidsagadduniguanay

gum 96 viau Uiz 24 $alus duuvaunaseuiifuansadaefiaosdiamn

Mnnszesreuldie H. pylor Buanluwadivansatnefiasdianainnssaesig

AULTUTUGATINELYIIAU 8 Y30 16 Llulasnuseladans aiuaidu a1vansan

LBNAETLANAINNTEVI8A108NAY 1 X PBS 91U 3 ASe9ay 100 lulasdnsg
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U8 H. pylori 18 3 Tu W1azaislue1nisidewsad RPMI 1640 N1Usenaunie
10% FBS lagtm3euiyalidainuyu 5 McFarland standard (Useunas 5x107 1alatisie
faddns) wandnasluudasnquiinvuall nauag 10 lulasdns YSudsunsiiee1nis
dgj 6 L% a aa o Y v 1 & 1 &J ! U o U

Besgadliasy 1 Taddns vililasnsdueadsaeniniu 1:100 dwmsunquvnasu

A15a0nLeNa0sTRNANNNTLVILAINUAE LHUATATALENADETRNAINNNTEVUA LA LS

a aa ]

ANMUUTULYINAU 8 U39 16 lulasnSuraliaddns d1usunaumIuANFIvinasaluLdy

q q

0.016% DMSO wagnguAluALauLlAneImsidesgad tnelinnnauivsuinssiy

1 fiaddns d1evnuaunae 1 X PBS 9717 3 Aseeaz 100 lulasans waafue1misiaey

q a

wadasluvguaz 100 lulasing IngmTeunismaaauiianun 2 ¥ Yuiianisiuae

3 WAL 6 FLU9 NHIINTUNBUNNTANIINIUUNTUENMELAUFADDN 3 kAL 6 TN

4 o

13.3 manageugnsiunsvinnuveeulsl caspase-3/7 vosasaraiefiaoziamain

NIEVIWAUENTE pre-infection

yn1singdsusad AGS $1uau 5X10° wad Tunumigiisusadduniguaanay
YR 96 QY ilumesiaeauny 24 $alug ﬁm%’wqumaauﬁ@m%& H. pylori nou
Vufuansafnefiaosdianainnszeiest Buaindumadiuie H pylori 818 3 U
fidenluoimadiensad RPMI 1640 fiusznausae 10% FBS tnawdeuieliinnudu
5 McFarland standard (Uszanas 5x107 Talaflsiefiaddns) udafvaslundazngui
fsnunly viguag 10 lulasang YuuTuasdsemsidsnsadliasy 100 lulasans
wilildsnsdueadaodawiniu 1:100 tluvamdunan 6 $2lus andudraie
H. pylori ®na2e 1X PBS 91U7U 3 afs adsar 100 lulasdng Wuasatniefinesen
Mnnszefiindutugaviewiniu 8 wie 16 lulasniusdefiaddns Uusedn
Juaan 6 42lus dndunquueasvansatalefiaesdianainnsziedifuiead
AnansanniefiaosBnnainnsssea lannududugainewiniy 8 e 16 lulasnsy

[ v o

Aedadans duSunquAtUANAINazaly AN 0.016% DMSO kazvauAIuANauLAYl

9 9

9 msiasLYad laennrauiiviuinssn 100 lulasdns udnhluundunal 6 9alus

9
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13.4 nmInvinsyauueaeuleyd caspase-3/7 Me38 luminescence assay

dngaameseulinede 13.1-13.3 41019153370 caspase-3/7 Lagldyntinen
caspase-Glo® 3/7 Assay (Promega Corporation Us¢inaansgotuini) lnanay
caspase-3/7 buffer Wag caspase-3/7 substrate [1918AU WANANUIBIMAGOUNINEN

wanasludwau 100 lalasdns warunluuuuiu 30 wil Meamgivies Unlus unasie

L3898 microplate

14. A1INAFIUANIVDIANTENALENABLTLANIINATLVIAIRD NITUANYINVDIALDULD

Tuiwad AGS fifnwde H. pylori #2833 ELISA

14.1 n1InadeUgnsFIunIsuannresiidulevesalsadaiefiaerdianann
nszwesluaniig co-culture fivianmag
dnsmssagadiisaniandeafude 121 91ndugremisidsueadesn

WEE9e 1X PBS 3 Ada dewvinldwaduandne Lysis buffer Usunms 200 lulasans

Jioli DNA eanu1anaad dansavanefildludusennsneuwadesndianinud

200 x g WU 10 w1l uarihdulaliideansas 10 wineay incubation buffer

Y a &
14.2 MM5HSIADUNTHANANVDIALDULD

Isfijsqﬂ‘j”l g1 Cell Death Detection ELISAPLUS (Roche Diagnostics Ltd. U5z v
AnwaThaun) newisuaNnaaauIUNNaNTLIN 96 viau lAUNSLATRUMLOURUBA
#o histone ftioa1slutinduludnsndau 110 S1uau 100 lulasdng
Unvqunaadeudisnatadnlawazirluuil 4 esatieaifoa urududuy
WLouRvafdIuAiuean WadLAY incubation buffer asly viauay 200 lulasdns
ihlvnluifieuazeglugamaiiviesuiu 30 uiil mueuAveidIufiussnuazdee
washing solution 3 A%s9az 300 lulasans wudrulavesiaedeiildiFeanslfann
fo 14.1 asly 100 lulasdns Vangqunaaeusienarainlauaziiluvuiigumngiios
Tudiflaunu 90 Wit §1988 washing solution 3 ASaqaz 300 lilasans WuLeuRvefise

WWuLefNRnaainale Peroxidase (POD) M393719978 incubation buffer Tusmsidiu

ho))}
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1:10 97w 100 Wulasans Uanqunegeumienatadintawaziilyvusaluaniigiiy
WU 90 W17 819028 washing solution 3 AT39)az 300 lulAsans 91nUULAL substrate
solution wguaz 100 lulaséans wazihluunluaniziwgifreausa 250 seudoud
W 15 w1i dluIafIn1sgandunadniglaIede1u microplate 1NE1IAAY 405

A v oa & o 1 4 av v
WILWNAT LAaYAIINE1IAAUE19BY 495 urluluns 1NUWLIAINITRANTULAINLA

WA Enrichment factor anuansAuasialuil

Enrichment factor = (A1N159ANAULAIVBIAIDE 1405 yrlymes - AINITAANAULAIVDY
AIBEN 495 yaluums) + (AINITAANTULAIVDIFIDY WNAIUANA Uggs iluuns-AINITAANTULAS

VOIIBUNATUANAUg95 yifnims)

15. Asendeyanieaia
DTATIFIMIANBANANTENININGUN1TNAABILETT Mann-Whitney U test lagil

v o

* LanedenNULANA IR sadAtusedy p < 0.05 SEniaviauAmIUANAUNaNdY
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una 4

HENIINAADY

a o ]

1. msnedaugnsvesasanalefiassBnnainnssrrenLasinasAliuntiosNgnluy

9

NN38ULINITITYVBITD H. pylori #7835 Agar dilution

\WanaaaUnsURIaNTaineiaosdnnaInnIsmenwazinasAmItulunsduds

nssedivlavente H pylor lagyiinsvageumeaudutuntos Nannanunse

(%
LYY

VIIN19LA3YV99 H. pylori (Minimum inhibitory concentration, MIC) 21AAM

a

WUTUURIETAN AL NADLTANAINNTEILAGILA 4 - 64 lulasnSunaliadans wuInans
annLefiaozdenaINNTzreaILaziAasAINiY auNTadugInIsIasyeNte H. pylor iR

ANANtudeefiga (MIC) wiriu 32 lulasniudeliaddns lnsanududuiunnianves

o

fviazany DMSO Wegluansainiefiaesdinnainnseyigmuasiaeimiiulunismaaes

[
-

Ui 0.64% laifinansznusonisiasglAulauesiiie H. pylori #Im1519% 5

= [ a

A15199 5 N15ATYVOUTD H. pylori VUDIMISLA8LNNATaNALeNasdmnaINnIzyem

sa a o v v O | o I a aa
waziesAMAUNANITLTUAA 4 - 64 TulasnSuneladans

asane
(lulmsnsu/ 8 16 32 64 0.64% DMSO

1aaans)

nsevIwM | growth | growth | No-growth | No-growth growth

WasAINY | growth | growth | No-growth | No-growth growth

2. nsvegaUaNTENANaaBnNAINNIEYIBAILAzIARSAYTIUMBNTaETONYBIYAR

AGS @835 MTT
2.1 msmaaumﬂ%mmwaé AGS ﬁmmzau

WevUTuIalead AGS Mnuzaudiniun1snaaaun15ogsoneanaieis MTT

= o 6 1 PN Y a0 A a 1 |
szqmu’;umaamuqummmzaummmmmmﬂauuadqwﬁaglum@ 0.75 - 1.25
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lagyinsimnsiassead AGS adluudaauaednuIunLanmeiueell 1x10°, 5x10°,

cal

1x10* war 5x10° Wwadsieviau wuirUSunauaanisnsiulian1saanaukaansuaneig

vy
[ (% v A 3

U A9R1971991 6 NetlgaddnuIu 1x10*

Wwaddavau AIN1saanaukasanslugle

1 Y

[
U =2 13

0.75 - 1.25 saduiudenuSunangadild miunaasunisedsenvetwadivalsana

LONALTANINNATEVUMLAZ IS A AumD LY

a | - a | fY ac v I3
M1T19N 6 ANNIIHANAULAIENEINNAITNATBUNITBYTDAVDIUTAANILID MTT Taeldiwas

AGS FIAUTIUIUANE

UIULAGAINRY | AIN1TYANTULAS
1x10° 0.13 + 0.009
5x10° 0.65 + 0.02
1x10* 1.00 + 0.04
5x10* 2.01 + 0.006

2.2 MsvedevasataefiaesdinnannszesuasiaesAfiufienududutasiian
71197 FON1T0ETOAVDNYAT AGS
Wefnwnansenuvesasatmeiiaosianainnszmemuaziaesiiiuse
NN59Y70ATBUYAA AGS TIRIWNIAAYANUTNTUYREN AR AR YN NANNTEYY
fuazinesinduilifinansznudenisegsenveawadlunsiilultlunsmaasunisesn
qwémaqaﬁﬁaﬁ’mLaﬁaaz%l,mm'mﬂszﬁmaﬁwiamié’ué‘j”’qﬂ'ﬁzmumsemq‘Lumaéﬁ&m%a H
pylori loun mswé"qmﬁ%uma%@ﬁu% (IL-8), nsuanieenveslusau MCP-1, nsiadeuil
Yagaalinden, seaumsyauveseulesd caspase-8, seAunsYaTUYo ol
caspase-3/7 Wag NMsuAnNnvesiloule Ingunansannlefasydinnainnsenemuaines
Anfufanadidudsus 8 -128 lulasnsusefiadans fuwad AGS wuduian 6 12 way
24 Flag maé’mamﬂugﬂﬁ 11 WUENSENALETIDLTLANAINNATEVIYAANANTLNURBNNS

9E3ATDUYATNUIAALAMUTUTUNIANTY Tagiain1suy 6 Tl nudansann

Wty 64 war 128 lulasnsudelading @1u150anN150gTenT0Las AGS AveENdl
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o &

HodAneana lnvanasll 24.8% way 65.8% aua1su Weliiunainisusdu 12 uay

24 Fl9  WUIMANUILTULSUAUYDIANSTANMLE N TmNAINNTEINLANINaR A

¥ Y
v

AGS anaadu 32 lulasnsuseliadans Madiian 12 $1lug ansainanuduty 8 -128
lulasnSusiefiaddns annnseysonvadsadinde 98% , 93.6% , 88% , 69% uaz 6%
MINEIAU WAzTIaa 24 DIlie annTTegsenveRTadvae 97% , 93% , 78.3% , 13.3%

Lag 1.7% HIUa1nu

d1ARI AT UINANTENUABNITOYTEAYDILTAAAINLIANAT AU TUTUNAN TY

'
a

WULREIiY AegUn 12 taeiainisuy 6 Falus wudtarsadadudu 32,64 uay

a

128 lulasnsusiefiadians a1u130ann150859NU00LAT AGS aseealitud1Aynieats

lnganasly 22.5% 56.9% way 70.9% AUAIHU LﬁaLﬁmammﬁﬂmﬁu 12 uay

¥

24 F9T19 WUIIAULTUTULSUAUVDILADS AT UNTNARDLTad AGS anadtdu

(%
Y

16 lulasnSusaiiadans Naliian 12 $2lu9 asadinanuudy 8 - 128 lulasnsuse
FIRRIN aﬂmiagjiamawﬁaém%a 92.6% , 67.5% , 45% , 35% Lag 29.3% AIUFIAU

wainan 24 Falug AANITOYTBAVBATARINGD 69.7% , 45% , 20.3% , 18% wax 21%

(9]

o 5 ‘é’ ;4 b4 & a a a 1 I3
AIUATIAU NIUNNAINULYUVYUYBILADIAYUUIANANTENUNBLYAaa AGS

9

wiansanaeiassfinnannssyega1 ANty 8 way 16 lulasnsusdeliafans
dvaraty DMSO anudutugsanildazargansanneiiaesdinnainnszvee
lunisvaaesil laun 0.128% lufinansenusienisegsenvadiead AGS lunniiad

ANAADY AINUTLABNUAITANALDNADLTLANIINATLIIYANNANULIUTY 8 way 16

lulasnsusediadans dusunisvadeudugaely
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0
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v 100
(e
2
= 80
=
g 60
=,
=740
e *
= 20
7 oh
0
& o) <& & & <
® N d %) o 4 ol
N oV ¥ s {L%Q
24 ¥7lue
120

o«

qsamawuaa
8 8

o
(=1

%n139
=%
o

o
o

IIIIﬁi

& O & & & & o
SR ,;L\f} bc,o“s \,ﬁ,\»"

[=]

d' f < (3 1 3 [ 1 [y (% a a o
EUV] 11 LUE)?L"‘UUGIﬂTﬁE)QiE]WUENLGUaa AGS BANANNUNAUFITANALDNADLYLANINNNTEV 1A

a

AULTUTUA AT 8 - 128 lulasnsuseliaddns Maan 6, 12 wag 24 92lug

(*p-value < 0.05)
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6 97lua
120
100
1]
=
Z 80
(]
g 60
!
@ 40
=
2 0 i
0
{ﬁ‘ {f‘
%*}Qj -Ja'* n,"a. h'B- %*ﬂ
ar
120.00 12 7lus
100.00
‘e
& 80.00
o
s
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o
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(=]
i
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X
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© &g e
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by
24 iﬂm
120.00
*% 100,00
s *
Z 8000
c
® 60,00 ®
=
=
E 40.00 ® » »
=
0.00

N T T ST S
o W e e
JUT 12 Woesidudn1segsonvauad AGS waannuuiuwmesAfiuaududusingeaans 8 -

128 luilasnSusiefiaddng 7ivian 6, 12 uway 24 F3lu (p-value < 0.05)
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Sy

3. NSYAFOUNSATUNITONLEULUDIAUVRIANTENALENARZBLANAINATLYAILAL

vilududan1snasansBunaigAu-8 (IL-8) Tulwaad AGS NanLe H. pylori
3.1 MIna@eUmUILIMTe H. pylori Nvsngau

Wiofausinameade H pylori ATCC 43504 Tuunzanlunisfuiudnsaiuad
AGS sloltainiafu 1:100 flddmsunismageunisesngnivesansataefiaosdianann
mzsmam"mazma%ﬁaﬁwiaﬂ’]ié’l’ug’qmzmumwmqiwziaéﬁﬁmLs?iya H .pylori laun n1s
masansBuImesaAu-8 (IL-8), Msuanseenveslusiu MCP-1, sziumsiauvesieules]
caspase-8 ,5¥aunsvineuveaoulssl caspase-3/7 uayn1suAnNTaROWe Tnevinnis
309191 807iA1uTUNINTF A9 (McFarland standard) #sud 2,4, 5, 6 uay 7

Y [

McFarland standard wagfud1uaulaladfini1ugunisq@ae33 agar dilution
wuiusazaugurendeiidiuulealadl dwmsed 7 dfidesanudaznimaaeaiing
THUSuanead AGS uazruwianauiiuandsiy fadunisusuvuimandelfnusas
Tusnsidiuead AGS datdowiniy 1:100 Saupndrefusenluluudaznisnaaes
TaofiAaeu 5 McFarland standard (5x10” Taladidefiadans) Usuns 100 lulasdns
mmzamﬁm%’umamaauﬂ’lwé"aa’ﬁ%uma%@ﬁu—S (IL-8) wazn1suanseanuoIlusiu
MCP-1 #ldiwad AGS $1uau 5x107 wwad wazdivsuiaslunisnaaeusiy 1 faddns
d3uA11UYU 6 McFarland standard (1x10° lalalldesiadans) Usuins 10 lulasans
wnzavdmsulunimegeuszaun1svineuvesioulell caspase-8, SEAUNITVINIUVDI

woulwsl caspase-3/7 wagnsuannvesfdueAlwas AGS S1uu 1x10* wad wagl

U3umslunisnaaausiy 100 Jaaans
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A

M519 7 Inulaladseliaftnsiainuusiieg

ANUYUVDNTD H. pylori | L
Nuulalatseliadans
(McFarland standard)
2 McFarland 1x10°
4 McFarland 5x10°
5 McFarland 5x10’
6 McFarland 1x108
7 McFarland 3x10°

3
A %4

3.2 N13NAABUANSIUDIAUTDIANTaNLNa0sBLANINNNTLI8AILAZIADS AT

Aonsvasansdumesaau-8 lulwad AGS Nane H. pylor Tuan1ie co-culture

WafAnw1gusiUosduvasalsanniefiassFmnainnssyieaikasiaasaliuly

'
falal ]

n3fuginismatansdumesgiu-8 sudulalalaunfivnuimdrdglunssuiunisdniay
lnglanziilowaadnlda H. pylori Inevinn1siniziasuaasd AGS $auAu (co-culture)

W0 H. pylori Waz@1TaNALENABETLANIINNTEYIYAINIDLADIAINUNAIIULTNUY

(% (%
LYY 1Y v Y

NdugINTasey (MIC) wagsAINI1TEAUNIUsINISLa3YBLLTD H. pylori (sub-MIC) Tagldl

A58 ALENADETLANININATLIILAINAUINTY 16 hay 32 Lulasnsuneladans

a

waztAasAtuAAI uLTuTY 16 lulasnSudefadans vutdutian 24 F71u9

lngdaandudugaineves DMSO azatgeguniign 0.32% n3e 0.032% lunmaaeu

a a o

41580 NavrTMNIINNTEYIUAINLAMUTUTUFATIBVDY DMSO winfy 0.32%

[ g
A A [

VAUAITUANTIAABINTMAY IL-8 TuUSuas 197.77 + 39.1 WlAnTusialadans nafakand

1
A 1 v [

Tugui 13A vuzluvauidadauarluduaisannienaosdianannseyean

a A <

32 lulasnSuseliaaans TUSUIMNISUD

a o

31 IL-8 anasetNldsd1Ayn19adfLvae

¥

uiansnds IL-8 1§ 48.30%

a [ (Y Ly

95.54 + 24.21 MiANSuUADLAadanS ANLTUDASINSTE

dunaunfaawaz Ui uaNTanmefiansdmnaInnssseni 16 lasnSuseliadans

q

a o 1 v o

ldanunsnanUSununisvas IL-8 lnegaivudfny uwivauauaudinazaneifateuay

a o

U 0.32% DMSO Wu11 HUTNIaN1T1ds IL-8 anasetwildedAgnivadanasg

fsgaulndfesiunauivuivansanaefiass@emnainnssees 32 lulasniudedadans
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a

TneLide 96.03 + 2.67 Mlansuseiadans Andudnsinisdudanisna IL-8 ¢ 48.56%

a a

! ) o aa Y v v
LLmiuma%maa‘UﬁﬁaﬂmL’e)‘l/laE]sﬁ?jLGWlﬁ]’mﬂiBGU’]EJmﬂ/mmmLGUNGUUEj(WI’]EJGUEN DMSO

[
=

Wiy 0.032% vauatuAuAngelinIsvias IL-8 Tudsuias 75.65 = 0.59 filansuse

1adanT nasawanslugun 138 vaueilunguidadeuazuuivarsaiaeiiaesdinnain

a

sz 32 lulasnsudeNaddns fusuiansmas IL-8 flanasesefituddynisada

a aa a

WA 40.84 + 5.19 AlanYusiefiadans Andusnsinisdudanisnds 1L-8 18 46.02%

druvquiindowarUnivaisanaefiassdianainnssye 16 lulasniudeliadans

[V %
Y 1Y Y

iummmamﬂimmmwaa IL-8 lapenafitodAsy Vlﬂﬁ%aMﬂ’JUﬂiJW]Vl’]ﬁ mwmma

q

uazUNAU 0.032% DMSO lainudninisanuiananismas IL-8 dmiurqualunuivad
AGS wublanansansiany IL-8 la

d2UN1INAFIUNIT00NYNEVBIADSAIEY 16 lulasnTusailiaddns Tunduidudu

Y [

gavNe7ae DMSO Wiy 0.32% wuildansnsnanusunanismas IL-8 laeeeiitdednAty

[
=

Tnefiu3unn IL-8 gendmauaiupuiifneadniiend 232.98 + 22.47 Wilansuseladans

[
=1 v o

Hafauandlugun 14A Mallnaualuaudvinasareifadouasuy 0.32% DMSO WU

q

Y o w a

HUSuN151as IL-8 Nanated19iided1Ayn19aia waluni1svndsulAosAily

1 ¥ ¥

16 lulasnSumeliaddans TumlINutduduUanyinevad DMSO vy u 0.032%

q

nanakanslugun 14B taesAdiudeaclidaruisaanysuianisuas IL-8 lasgns

[
[ Y

fitfodndny Fetivquenuauivhazatefifadeuastuiu 0.0329% DMSO laifinalunis
fudanisvds IL-8 veneadudagnila dmsuvauauauisad AGS wutilidannsonsia
Wy IL-8 la

Hosnnansataiefiaer@amnnszremuansniseengrslunissuds 118 1dfnd
wwosindu Tufanutudugariioves DMSO Aliifinasuniudenisaassie 0.032%
Feiulunsmeaeunisdudimndsansdunosghu-s (IL-8) flan1iesneg nmsuansaan
valUshu MCP-1, ﬂfmﬂ?{auﬁﬁuaqwaétﬁ@Lﬁawﬁun, sEAUNITTNIUYR e UlYY

[ o ¢ (Y a & =
caspase-8 ,'ﬁgﬂUﬂWﬁVﬂ\‘ﬂusUENLE]uvLGUJJ caspase-3/7 WagN1TLANNNUDIALBULD LLADN

ANEENTANNLETIARETWNIINNTEYLAINTAIUTUTUAAINEVRY DMSO teeniinie
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Wiy 0.032% luneaeu tnsanududuindentdiuinludesiidafansinanoniseg

S9AYDIAR INNNANITNAFDU MTT #9989 2.2 fae

A * *
300 Ir————1
250
£ 200
on
o
% 150
=
100
50
.0 — — — —
H. pylori - - - + + + +
DMSO - - 0.32% - 0.32% - -
AanNANILVIAT - 32 pg/ml - - - 16 pg/ml - 32 pg/ml
B 100 % " % _______ ]
90
80
= 70
&
S, 60
L 5
®° 40
1
= 30
20
10
0 i T 1 L L L
H. pylori - - - + + + +
DMSO - - 0.032% - 0.032% - -
A5anANIEVIAT - 32 pg/ml - - - 16 ug/ml - 32 pg/ml

JUM 13 nsmluanelTuna IL-8 Indanesnivad AGS wazlyad AGS NignnseAumeye
H. pylori Tuan g co-culture @@L NADLTANIINNTLVIOAIAMUTUTY 16 LAY
32 lulasnSusieliaddns NdANTNTUVRIEATINE DMSO 0.32% (3A) Lag 0.032% (3B)

fvaan 24 Falus (*p-value < 0.05)



A 350
300
250
200
150
100

50

0
H. pylori

IL-8 (pg/ml)

DMSO

AnsannuuTy

B 100
90
80
70
60
50
40
30
20
10

0
H. pylori

IL-8 (pg/ml)

DMSO

ansanauiugy

- 16 pg/ml

-

0.032%

- 0.032%

85

16 pg/ml

16 pg/ml

SUN 14 n91vluansu3una IL-8 INaea1neeniaas AGS uazlyad AGS NQnNseAumeLde

H. pylori Tuani1g co-culture NltaosATuAIINLTNTY 16 lulasnSunaladans

fflaauiduduvosgaine DMSO 0.32% (4A) wag 0.032% (4B) 11981 24 21w

(*p-value < 0.05)
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4 L a a o 1 G:I
4. N1TNATIUNIVIIANITANALDNABSYLANINNNTISYI1YAIADINITUAIATT

duimaspAu-8 Tulwad AGS NAnLYa H. pylori Nidn1suaziiafiiea iy

4.1 ANINAABUHNTVBIAITANALENABLTILANAINNTLYIYAIADNITNA

a159umesaAu-8 luwad AGS Nidnwwe H. pylori Nan1g co-culture

WoAn¥19nSuedasannlefianzdanainnszy1ea1lun15dudan1snas

12

a159wnasgAu-8 luwad AGS NAnLe H. pylori MIa1einee lagyinsinizideueas

AGS 59317V (co-culture) La® H. pylori hag @1sanntefiaozdianainnszvreaii

o
LYY

Anuudy 8 waz 16 lulasnsuseliadans Faduanududusininsyaundudenisiase

=

Voudw H. pylori (sub-MIC) uaglufinareni15iidinveswas vniduian 6, 12 uag

(% '
A =

24 Gl WUIIET 6 FIlus vaueIuANNRATelin1IUAY IL-8 TuuSunu 97.04 + 7.06

a

AlanSusieliadans wadwuansluzui 15 uag 16 vausnluvauidaelasduivansania

a

a7anEdNaINNTLYIenl 16 lulasnsuraiiadans JUSU1UN151AY IL-8 Nanasagia

2D

a

HedAymeada wie 63.31 + 1.83 Alansuselaaans aadusnsin1sdudanismas

17
A A

IL-8 19 34.76% fivaan 12 Halus naueuauiidadediniswas IL-8 TuuSunaiunTudu
114.57 + 9.93 WlanSusdeliadans vugilunaundagewasuuivansannefiassdinm

o a QU I a aa a a ) Ql' 1 a o o w
nNnsE18a1N 16 lulasnsusreliadans dUsununisuas IL-8 NARNBYWUUYAIAYNN

a

adf Ae 72.47 + 0.52 AlanSusetiaddns Aatdusnsinisdudinismas IL-8 19 63.25%

=3

1381 24 way 48 YILUe NAUAIUANTRAALYDINITNIEAUNITNAY IL-8 unTianda

q

293.30 + 29.68 way 345.85 + 28.37 NLANSUABNAAANT AIUAIAU WAAITANA

LONADLTANINNNTEVILAN 2 ANULTUTUAD 8 way 16 lulasnSudaiiadans luanuise

(%
LYY

VN1 IL-8 Ia drusunauaiunuead AGS wudniiian 6 uag 12 9alus ldanunsa

' [
a =

A529nU 1L-8 1¢ weluanruunuiududy 24 wag 48 47109 nun1snas IL-8 MAuu

Tnonsra¥alaluuSunaengi 23.18 = 1.70 uar 52.20 + 2.22 lulasniudefiaddns

[
Y

fasanaefassdmnainnserealuiinananisnds 1L-8 Tuwasd AGS Nlufnae

2uRFYNazany 0.016% DMSO hiflalunisdudinisnad IL-8 Yaaaskang19le



87

a

ajuinansanaiefiaesdinnainnssyieananududu 16 wlasnsudeladans

I [
LYY YY)

= 1Y) £ & v A
NI 6 ey 12 53]'311]\‘1 aquqiﬂ@aﬂq%ﬁﬂ‘Uﬂﬂﬂqs‘Viaq IL-8 1@@1/]?1@ JUULRNIZEIAN

6 uay 12 TluFgnideniilldluneasunisdudinismas IL-8 Nanizdussiely

500 6 Y2l
. 400
£
@ 300 *

- —_—
% 200 ' ' I
0 0 [

0 I I i |f|
H. pylori - - - + + + +
DMSO - - 0.016% - 0.016% - -
asanansyiesn - 16 pg/ml - - - 8 ug/ml 16 pg/ml
500 12 F218
400
=
= 300
= * *
‘;? 200 | —————————— i
0@ 0
0 I . I E]
H. pylori - - - + + + +
DMSO - - 0.016% - 0.016% - -
asananszeied - 16 p/ml - - - 8 pg/ml 16 pg/ml

JUN 15 n9muansluna IL-8 a99Ineeniaas AGS Laglgad AGS NgnnseAumieye
H. pylori Tugn1z co-culture NilasainLofiaosBLanaINNILBIUAIAUTUTY 8 Loy 16

lulasnsuraliadans Aan 6 uag 12 Falus (*p-value < 0.05)
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24 H2lu4
500

400

*
f 1
300
200
100
o e b oh
- - - + + + +

H. pylori

IL-8 (pg/ml)

DMSO - - 0.016% - 0.016% - -
asananszviem - 16 ug/ml - - - 8pg/ml 16 pg/ml

48 47Tuq
500

400

*
1
300
200
L@ W om
- - - + + + +

H. pylorfo

IL-8 (pg/ml)

DMSO - - 0.016% - 0.016% -

ssafansened - 16 pg/ml - - - 8 pg/ml 16 pg/ml

JUN 16 nsuanal3unn IL-8 NMAs9INeonwad AGS Wazlead AGS NQnNNIeAUMIELITe
H. pylori Tuan1ay co-culture Na15aAALONADZTLANINNATEVIUAIAULTNTU 8 LAY 16

lulasn3usiefiadans Maan 24 uag 48 Hlua (*p-value < 0.05)
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42N1SNAABUANTVRIANTANALBNABLTLANIINNTEYIYAIABNITNA

a159umeTaAu-8 luwad AGS Niawe H. pylori luan1ie pre-treatment

Wegannsneaaauluaning co-culture ABUNUINUINASTANALENADLTLANINN

Y [

nszemaInsnanUsia IL-8 1av 6 waz 12 talusegslivodidgy Tunisfinegrdves

o

A158NMeNaETMNIINNTLVIYAUNITUBINUNITONEUIIUNETENALLNABETLANIIN

a [ (3

NIEIUAIAMULTUTY 8 waz 16 lulasnTumeladans nuwad AGS Wulal 3 way 6

) v 1Y) ! v Y] v & . & a

U9 Uagaeasanneen NouUNTEAUNITBNLAUAILTD H. pylor Wukia1dn 3 uas 6

329 eI WNT N UVDIETANALAZ AL A ANA L UNISUBINUNTINLEUNLARARN
a & . 1 Y a Y N oA 1Y) el'

NSARLD H. pylor pE19U3e HARaandluguR 17 wudt e 6 Falas viaualuaud

AALalinnsuag 1IL-8 TuuSunes 32.64 + 1.06 AANSUADNARAMNT LANAUNYINNANSULLYAR

q

I a

AGS AuansaialefiansdmnaINnszneand 8 way 16 lasnsSuseladans noun1sin

e ladnumuuanasveslsunn 1L-8 WellSsuilsuiunguaiunuifaie wasiiian

[ '
= = L2

12 e wgueuaufidadelin1swas IL-8 luuSunaiiingeudu 12550 + 3.06 fila

[ 1

NSuAaNadans @runauNiiNIsuLEas AGS NUE1SANMLENaRLRLANININNTLTIUAINDY

q

D)

[
& Y

NSAMLIRYIY 2 AUNTUTY linuAuuanAsueIUTIM IL-8 WellSsuiieuiuvay

[
= 1

muuiRaRawAsafuiuing 6 42l dmdunquenuauiead AGS wuin liaansa
AT IL-8 uaransarmLefiaes@inmannnszanesilifinason1svds IL-8 Tuwad AGS 7
Lo sasiafavinazas 0.016% DMSO Taifnalunisdudanisnds IL-8 veawadus
ag4la

1 [

g@3uy31d@15dn

9

ALONADLILANIINNTLVIUAIMANULTUTY 8 LAy 16 LulasnTy
nofladdns Nnan 6 way 12 9l Waunsaeengnstlasiunisudl IL-8 naun1sfnLie

H. pylori 19 wagiilesainiitiamadausiu 12 talus Tinanisvaassntaiaundn

i '
v a

7 6 Fug fatuaniIzan 12 Tlus wihrdunaniluldlunisnagsunisdudinisnas

Y

IL-8 lugn1g pre-infection okl
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6 Y24
200
150
= *
2 100
o
= 50
6o B B =
H. pylori - - - + + +
DMSO - - 0.016% - - -
ansanansyween - 16 pg/ml - - 8 pg/ml 16 pg/ml
12 galuq
200
*
[ 1
150
S
2 100
o0
-
50
0 | I | || ||
H. pylori - - - + + +
DMSO - . 0.016% - - -
a1vananIEvIea - 16 pg/ml - - 8 ug/ml 16 pg/ml

sUN 17 USuna IL-8 Mndeainiead AGS Nunfvananszviea1iniududy 8 wag
16 lulasnSusediaddnsuazite H. pylori luan1ay pre-treatment 1281574 6 wag 12

#7lus (*p-value < 0.05)
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4.3 N1SNAFBUNTVBIATANALENABETLANINNNTEIIUAABNITNA AT

§ a

DumeIaAU-8 nasnadRAe H. pylori (pre-infection)

Y

Wiofnwgnsvesansatnefiaezdianainnszviesluniseengnsdiunisngs IL-8
ndsaniwadgnnszdusiiede H pylor Tnen1sumde H pylor fuisad AGS fiou
Funan 6 dlus uavdradesen newdvansatmefiaerdnnainnsyanesmanundudu
8 wa 16 lulasnsusefiaddns uwazvusednlunan 6 $alus Wemdatadownsndou
YT H. pylori wazianalnenswesansatniefiaosdnnannszesden1sas IL-8
wadsuansluguil 18 wuinUSunal IL-8 sedusunnluynvaunsvaaey Wesnn IL-8 7
ndsonulurisusnudannnsnsgdudede H pylor gndnseenlundouiuide vl

Tugasaanvudeantuliiiwennsziunisdnauveseaadn uazaisaniniefiaosdinm

12 ¥1lu9

200

150
€
g 100
[e0)
4
- 50

0 — — — P = = =]

H. pylori - - - + + + +
DMSO - - 0.016% - 0.016% - -
asanansyanemn - 16 pg/ml - - - 8 pg/ml 16 pg/ml

AMNNTEANLLTNaRDNTI5UAY IL-8 Tuwad AGS FavilsiuSun IL-8 ¢n

sUT 18 USu1au IL-8 Mnasanniwad AGS Nuudvananszy1ga1Naududy 8 uag
16 lulasnsunedaddns waziiie H. pylori Tuan12y pre-infection ML1a1593 12 42l

(*p-value < 0.05)
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3

5. NISNAHIUNIATIUNITONLEUVDIENISANALBNADLTLANIINATSVIYAIABNS
uangeanvas 1UsAW MCP-1 Tulwad AGS NfnLda H. pylori A7835 Western

Blot

WWaAN®IN5VRIA1TANALENADLTLANIINNTTY18A I UNITEUEINITUAAIDDN VDY

TUsiu MCP-1 Tuiwad AGS fifniiia H. pylori Inevinnsimiziaeead AGS saufu

o A

(co-culture) L¥® H. pylori Waz@1TANALENADETLANIINATEBI8AINAIINLTUTU

1%
IS IS

8 uaz 16 lulpsnsusefiadans unlunan 12 $alus nudmauaiuauiifnwe duauves
TUshu MCP-1 Aiiunimauatuanaunilieas AGS Haswuansluun 19 vaenlungqud

fAaalazuuiualsanaeRazdwnainnizanen 8 wag 16 lulasnsusaiadans duau

[
=1

YoalUsiu MCP-1 191903 mguAIUANNRALGe kay 0.016% DMSO lifinalunisduds
Nsuant@anves MCP-1 usagsln

ayuinansainiefiaos@wnainnszyen 8 was 16 lulasniudediadans Juualdy

(% (%
YY) Y

Tun1seengnddudsnisuanioanves MCP-1 1 vsililiosan MCP-1 1ulalalaifings

1%
v v = o

PONUIUDNLYAR HINUTIAITHINITNAFEULABNITASIVIA MCP-1 Tup1uisiaeawad

Y aa A A o £ Y] a a Y} ]
M3838 ELISA LW@SUSUﬂqia@ﬂﬂmﬁsﬂgﬂaqiaﬂ@L@Wﬁ@zsﬁuﬂﬂﬂflﬂa"l?

MCP-1 L . - -17 kDa
GAPDH s S S . s - |
H. pylori - + + + +
DMSO - - 0.016% - -
ansananszuean - - - 8 pg/ml 16 pg/ml

SUN 19 N15wan990nY09LUSAY MCP-1 9101988 AGS AUUAUANANSET18A

4

'
= a

AnuNdy 8 waz 16 lulasnsuneiiaddns wazide H. pylori luaniag co-culture

a1 12 Tk
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< @ a a o 1 = =
6. N1INAEDUNTVDIEIENALINADSYLANIINNISYIUAIADNIILAADUNVDY

wadladanv1rvinlululudfinevduasrelusiuveada H. pylori

6.1 n15NaaoulTuIalUTAUTOILTD H. pylor NRUILANADNITNAGDU

A a' s & A a ¢
ﬂ']ﬁLﬂﬁ@u‘VlsUaﬂlefaaLllmLﬁ@ﬂsUf]'lﬂju@Iﬂﬂung@@

Tunshsgaadidadonvnviialululedliipdounanguauuusiiuasliugngy

Youniusuty Indudedldaududuvesasisgawadimunzay Jmegeulusiu

a

Nanalaarnidie H. pylori AAuLTudua199iu Ao 100 unlunsuneliadang,

a a

1 lulasnSudeiaddns waz 10 lulasnsudeiadans Wisuisuiuaisniuauuln

Platelet-Derived Growth Factor-BB (PDGF-BB) A1, 0194 10 w1lunsuneladansg

a

wud1 WsRunannane H. pylori 1AMUINTY 100 UlunTuseladans a1unsnnmgn

wadladnuiuaie 29 1 1wad SelnalAueiu PDGF-BB 7 30 + 3 1wad waralshgn

a v

Wwaans 2 gl @awsatiunisirdsuiasgaalululedlaeglidediAynieada

a

drulusfuannide H. pylori finnududu 1 lulasnsusiedadans way 10 lulasnsuse

= 13

fadans Aeawadadlunnquatuaisaunua lvlinuvwadegluwsusuvieng

Y
Ingvauatuanauflidaishsgagadiy dnisinfouniveseadiiies 14 4 wad
v PN Y gj a r-:’lj o 14 ¥ o 1 a aa
AaguN 20 dedulusAuannide H pylori a31adudu 100 urlunsuseladang
[ Y v oA o w ¢ ¢ @ A a s
Juanududuimunzaudmsuigagandaidionuivialululeduagvunzanlunis
VadougndIesasaialefiaosiavainnszvisainenisinaeuivesgaatiadenvia

yialululadsald
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40 *

194)
e

35

30

& 0

IYARNBDINNEDY

25

(

20

=

=

15

IMIULTaaTIAADUN

10

0 I

H. pylori - - 100 ng/ml 1 pg/ml 10 pg/ml
PDGF-BB - + ; ] ]
JUM 20 nsavuananisnszatevesdmueadlululediiadouiiiesainnisnavaussse

(%]

TUsAuveute H .pylori AMULTUTUAINS (PDGF-BB : Platelet-Derived Growth Factor-BB,
HP : H . pylori) (*p-value < 0.05)
6.2 mimaaqué%aﬂmiaﬁ’@Laﬁaaz%Lm‘mmﬂﬂix%ﬁaﬁwdaﬂﬁsLﬂﬁauﬁmaqLezjaa‘l,ﬁm

Wonumrialululsdnineuaussrelusfiureaide H. pylor way LPS

NATNAFDUNDURUINUINUIAUINTD H. pylori NAMITUTU 100 UlunFusio

a aa = §f & A a VY & 1 a ] [
uaaamnsg mmmmamLeuaaLamLaammwumimiuiwlmLUuammmammﬂu

o

ansAuALLIN PDGF-BB uandniidsdinimeanudu LPS Aduduiszneuveauuniizs
wnsuauiall Tneasid3suiiisuauaiunsalunisisganisindeuiiveivaduas
quivesasaialefiansinnainnszveienisindeuiiveswadidaidonuidvie
Tululediinouausselusiufiainainidio H. pylor uag LPS 910 £ coli nadaguil 21
wuiwauiinseudaelusiiurento H pylor T5uuwadiadouiiiade 36 + 8 wad

yugNnaunnseduaelysiuveaide H pylori waglinalsainlefiaosdnnann

a

N5L18AN 8 war 16 blATNSUABNadanT UINUIUWARLAABUNLARY 25 + 7 WaY

14 + 3 1988 MUAIAU kay 0.016% DMSO tufinalun1sdudinisindounveasas

= (3

wigg1ala laenguatuauauililanssgaigaduu dnsiadeaunvesgadiiies

Y

a

19 + 4 @ad AINUANTANRLENARLTMNAINNNTLI8AN 8 wae 16 lasnSuseliadans
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v o A = s & A a ¢ al Y a &
a'uJ']iﬂEJ‘UENﬂ']iLﬂa@u‘msﬂa\ﬂ‘ﬁaaLll@lLa@ﬂﬂﬂﬁ%u@lﬂﬂu%ﬂ@wﬂﬁgﬂuﬂﬁﬂiﬂimumﬂﬂLGU'E)

[V
v a

H. pylori Amdudns1n158udain 30.56% uay 61.12% AUEIHU

dMSUNIINTEAUAIE LPS U840 E.coli ITMuwadiadouiiiade 28 + 8 1oaa
Wisuilguiunquiinsedueie LPS vauiia E.coli kaztiinaisannlefiansdianain

o a U 1 a aa A o s A P a

N5EY18AIN 8 waz 16 bulAsNSuAeladans U9 1UIUwadLAAUNLARY 16 + 7 WaY
11 + 6 wad AUAIU hag 0.016% DMSO luilnalun1sdudinisiedeunveawas
wiag1ela Ingnaualvauauildiiaisfegaieadiy dn1sinfounveseadL e
16 + 5 Wwad AeguN 22 felluansanniefiaesBinnainnszeieil 8 uay 16 lulasniuse
A aa v O d' cs' f & A a ¢ a v v
Taddnsanunsadudinsnfeuiivessadidadonvivinlululedinsedusie LPS vas
W0 E. coli Andudnsnnisdudan 42.85% waz 60.71% audsu

ajulusAuveaiie H. pylori wag LPS anunsanseiunisindeunvaaeadlululyd
197 TureNasanmeNansdaNaINNT=VIgA1EI1UITATUTINITLARDUNVDILTAR
lululwdnovauesselusAuainiaie H. pylori wag LPS a1 E. coli talusnsinisduds

a o

nlnaAssnuuaziitudAg9ans
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|
|
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|

ARB19NAe
o~
(e

& P = &
IUIULLAFVILAFIUN (B8

_oe NN b

o nm o o ;o

H. pylori - - + + + +
PDGF-88 N ; ] ] ]

DMSO - . . 0.016% - .

ansaianszy1em
- - - - 8pg/ml 16 pg/ml

5UN 21 nsmluanagnsnisdudavesansainieiiaosBinnainnszvrgananududusieg
A9N15N52189099 11U LA A LU YA AR A UNLLDIINN1THOUAUDIADLUTAUVD LT D
H .pylori (PDGF-BB : Platelet-Derived Growth Factor-BB, HP : H .pylori, KP : @15a1

L7ADLTANIINNTEYIUN) (*p-value < 0.05)

w

o
*
*

= —_— - s ____-T T T
2 !

C 30

Lrd

(o

-2 25

G

G

E 2

=

5 15

G

&

= 10

G

o

= 5

(o

=

S 0
LPS - - + + + +
PDGF-BB - - - + - -
DMSO - - - - + -
ansanenszved - + - - - +

'3

JU 22 n31mluanagnsnisdudivesansaiaiefiaosanainnszvrea1 AU tudumieg
AaN1INTEAEURITIuILTad lululwRndouiiiliosannsnauauatds LPS Ut £ coli
(PDGF-BB: Platelet-Derived Growth Factor-BB, LPS: Lipopolysaccharide, KP: @15@1

LO7aEBLININNTEV18AN) (*p-value < 0.05)
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7. ﬂ’]i‘l/lﬂﬁEJ‘Ui]‘l/lﬁ‘l]@\‘lﬁqiﬁﬂﬂLE]‘VIa’é]S‘ULGWI"iﬂﬂﬂiz‘lﬂﬁ]ﬂ’]ﬂaﬂ’]itﬂaauﬂﬂ]aﬁL‘UaéLflﬂ

anv1vinillnsiasainauduaesasans IL-8

7.1 Msnadauna Nz ausanisilasulaswad HL-60 1Wudilnsiad

[
C

Wosnnsasuntuanwad HL-60 TUiuwaduiaaanvnvindinsiaduudld

Y Yy
U =

nansuniilunnnsgiu ellluedivan1igreugaduwavanieildiiuinyigad

[
| o [

Aounin setuedndudeaninaiimunzaunldlunisivdsunlateasd 1nendaain

flinrgidss H-60Tue v9idsaioad RPMI 1640 15 DMSO 8¢ 1.25% Wwd»

¥
IS 3

MN19M529d@9u CD11b ﬁ?ialfﬂuimLaqaﬁisﬁ'ﬂwmaaﬁﬂmﬁ\laé A287% flow cytometry
I(ﬂEJ"\]zﬁ’]ﬂ’limi’Jﬁ]ﬁaUL"?jﬁ5%5@"mﬂﬂ’izéjuﬂ’l’iwa&muﬂaﬂLLE% 0,3,5 6uag 77U
INNITNAABUNULN NNSUERIeDNYY CD11b lulmasiuaiusadunalaainusian
¥93nT1WdIU UR wag LR ﬁagﬂﬁ 23 Fanunisuansoaniu 0.6% ,6.67% ,17.31%

24.61% Uag 10.69% ¥ 0,3, 5, 6 kaz 7 Ju audnu Madnisnszdunsiuasuulasues

Lad HL-60 WUINHNIShanI99nU9d CD11b U1ATUATUITUIUTUAUNLAL

1%
Y a

finsuanseangianil 6 Ju delugIdedsioneas HL-60 MNsEAUAIY 1.25% DMSO
WU 6 U lun15MaaaugMsURIaNTaineNiaosdinnaINNTLYIYAIRBNITARDUNVD

wadindenvviaihinsiaasely
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o
0 9y 319U
2 COtID P CD11b 3: P1
"5. g | Q1-UL{4.45%) Q1-UR(D.48%) S g |at1-uL(.08%) Q1-UR(D.86%)
= = o~
" < T
O o [&]
8= o
o Q1-LR{0.59%)
102 10° 104 10°% 108
FITC-A
a/ %
51U 6 U
= CD11bD1:P1 CD11h DMSO3: P1
TS ‘o
S T q@2-UL(0.42%) S g |01-UL©D.63%) Q1-UR(0.96%)
= =™
2] |
] < |
=T - \
ER 2
o g w
2]
b : Q2-LR(16.69%)
10 10% 10°
FITC-A
o
79U
CD11b 7: P1
S g |01-uL©.80%) Q1-UR(0.56%)
e
< -
28
A=

10°% 10°

UM 23 nslnanalasidudnisnanioanvad CD11b 98

Y

1.25% DMSO #5131 5usina9

4988 HL-60 %189971n9

Y

NNIEAUME
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7.2 NMSNAEBUA NSV TANALOTIADLTANIINNTLWILAHONITATOUNVDLYAS

< A a a a 3
Waderunviatilnsias

v v

Winldenvnaiadilnsiladidisunsiniziu 1L-8 Wudiwiuun IL-8 Faduy

ansifianuanunsatunsisgaaddiinsiiadlilued1ed wasainnanisvnasaneunii

1
a v

WU IL-8 Qﬂwé’qaaﬂmmmsﬁaé AGS Fidaide H. pylori TuuSinamnn lunsiseiiag
fesnsmadeugnivesasatalefinesdinnainnszredidenisindeuiivessad
Thlnsiladinevaussde IL-8 wafsgufl 24 wuimgualuauulIndinszdudie IL-8
fdmnumadindouiiiade 14 + 6 wad WisuisufunguillAuansadaefiaesdiamain
nszv1eddl 8 uay 16 lilasniudediadans fdnnuwadindouiiiade 11 + 3 uay 6 + 3

WA MUAIRU WA 0.016% DMSO lufinaluni1sdudinisirdeuiivedvadunodiale

[%
& o

InevquaruaNauilifiashgawaduy Innsiedeunivessadiies 6 + 4 wwaq

a

ayUinansanalefiaesdmnannszyien1ng 8 uay 16 lulasnsusaiiadans

(%
LY Y]

aunsaeangrnsdudinisinasunvevgadinlnsiadidesainnisnovauesss IL-8 1a

v o [

pgslitedAy ANTLSNIINISEUEIN 21.43% Way 57.14% MIuaIny

)
*
1
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
-

w

o=l - =i 13
MMNULLAEYILARBUT (LI8aRD1INADY
L N =T TS
e e

|
|
|
|
T
|
|
|
|
|
s -

L8 - + + + +

DMSO - - 0.016% - -
msafenszaned - - - 8 pg/ml 16 pg/ml

JUT 24 n31mikangnsnisfudevesansainefiaosdinnainnszureaNn U utum1ee)
AON19NTEINEYRITININLgAd T lnsHladindeuililiedainnisnevausse IL-8

(IL-8 : Buwmasgfu-8, KP : ansanniefiaesdinnainnszyieni) (*p-value < 0.05)
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8. nsnadeugnsilasfuvesdrsanaafiaazdianainnszvisnnazviudy
ABsEAUNISINUYRLaUlYll caspase-8 Yagaa AGS NRALTB H. pylori #1875
ELISA

8.1 nsnadousERUn1IRIureteules caspase-8 vaslwad AGS iAnLde

H. pylori
desaniinis@inwmuin We H. pylor ansnsansefunismenuvorinindaldts
2 LUU AB BWUUKRIUNISHI9Uvestoulell caspase-8 hazwuulin1u caspase-8
nsnegeuisdesnsiudunalanismenuveslnlndadiinainmsande H. pylor 31

H1UN15Yuveneulell caspase-8 n3oli lnanssduiwad AGS selde H. pylor

W 6, 12 way 24 Flus HaReguRl 25 wudnwas AGS Nkifaweiiseaunisvinanuves

[ [
= v A

woulwyl caspase-8 Mifingedusiail 1,409 + 12,2692 + 176.6 uaz 8,838 + 186 RLU
@ 6, 12 wag 24 Flus AIUaIAU Yedeiigaa AGS NHe H. pylori s8AUNITYINNU
yauoulyil caspase-8 LuunnAniuedlidedfAgnisadfluyniiaimaasy fatule

H. pylori lsithagnsydunisviauveseulsy caspase-8 o

Caspase-8
12000
10000 [
2 X
—
£ 8000
: \
[
% 6000 [ AGS
2
2 4000 . [ [ [ AGS+HP
W
2000 \ \ \
0
6 dalua 12 dalua 24 a1

JUN 25 nsmuansszaunsvitnuveteulesl caspase-8 Tuwad AGS Tuanneniaeuay

(% '
<~ a

laifeae vian 6, 12 way 24 g (AGS : \waa Gastric adenocarcinoma, HP : H .pylori’)
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8.2 N1SNAABUANTVBIANTANALETNADLTLANIINNTTVIUATLATLADTAINY

ARTEAUNTYINUTRLaulYN caspase-8
WeANWIgVSIUBIAUTOIE AN TIARsBHNIINNTLYIBALALLADSAITIUAD S8R U

nsiuveseuleil caspase-8 Inuuslwaa AGS AUaNTaNALETNaRETLANAINATLEIUM

a

ANMUTIUTY 16 wag 32 LlAsNSuAeiadans 15e wasARuNANLINTY 16 lulasnsy

podladdns luaniigNiuaylufiide H pylori w1y 24 210 wadsnansly

SUT 26 WUI1TEAUNITYINIUDLeulel caspase-8 Tulwaa AGS Nillde H. pylori

Y

D.

fusinauvintued AGS filsifidle H. pylori fie winfu 2,698 + 19 RLU wnugfinaudii
Fo H. pylori wazunfuansataefiaos@innainnsseiedd 16 waz 32 lulasnsuse
fadans dsvauveneulel caspase-8 fianauude 2,046 + 511 uay 1,421 + 787 RLU
Aadusasinisdudinisinauvesioulesd caspase-8 LWy 24.20% uag 47.33%
AMEITU wazvauiiioad AGS Unduamsatniefiaosdianainnszanedii 32 lulasniu

olladans UszAaun1svinuveseulyll caspase-8 Nanasinde 1,997 + 378 RLU

=3_

(% 7 s a v

Antdudnsinisduds 25.81% drugnsvenaasaafiu naduwanalugud 27 wuin

a LY

naunilide H. pylor kagimesAiliuaududy 16 lulasniuseiiaddng Useaunis

inuveneulyl caspase-8 ainImauAINANNRAED H. pylori Wdntesil 3,121 + 116

a <

RLU Anudnsinisnseiunisinauvesoulsy caspase-8 15.67% usiviquiliiaasd AGS

'
[y a [y

Vuiunesiafiud 16 lulasndusefiadans fsedunisviauveseulesl caspase-8 i
et siitud Fyvnsadmdu 4,028 + 150 RLU ﬁmLﬁué’mwm'ﬁﬂszﬁumsﬁwmumaﬂ
toulesl caspase-8 §19 49.27% wagfavinazaly 0.032% DMSO wuantuiinaly
nstfudainanuveseules caspase-8
aguiransatmefiaosfianainnszerediaiuisodudenisiiaiuvesioules
caspase-8 MeluLTad AGS way 1wad AGS fiiie H. pylor sgeiiTedfynieadn
Tunenduifu inesidutuurfgninszdunisinnuveioules caspase-8 luiwad AGS

uillszauanadluad AGS Niwe H. pylori
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Caspase-8

* 2 kR
3500 -

S 4

2000 -I—

1500

1000

Luminasescence (RLU)

500

0 _— | ||

H. pylori - - - + + + +
DMSO - 0.032% - - 0.032% - -

asananIzygi - - 32 pg/ml - - 16 pe/ml 32 pg/ml

5UN 26 nsluanagninisfudevesansannlefiaasianainnssyemnaududunie
fon1svineuvesteulell caspase-8 lutgaa AGS Niuaglifitde H pylor Tuaniiy

co-culture Taan 24 Flus (*p-value < 0.05)

Caspase-8
4500 *

4000 —I—

3500

o o B

2000
1500
1000

500

0 L | || L | ||

H. pylori - - - + + +

Luminasescence (RLU)

DMSO - 0.032% - - 0.032% -

ansaipuiiudy - - 16 peg/ml - - 16 pg/ml

JUN 27 nsmluanignsnisdudiveanesmifiunanuiuty 16 pg/ml don1svininuves
oulyyl caspase-8 Tuwwaa AGS Nllwagliiiiie H. pylori Tuaniaz co-culture Aian
24 43139 (*p-value < 0.05)
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a 1

4 d’l % =) = o =)
9. nMsnadeugndilesduvesdrsanaefiassBanainnszvneniuaziaasarliune
5EAUNTSYN9 UV stoulayl caspase-3/7 vodL¥aa AGS NAALYD

H. pylori #2875 ELISA

WBANYINTLUBIAUTDIAITANNLENABLTLANIINNTZYI8ALATLADTAINY

AeTEAuNIIUYeeUlYl caspase-3/7 lnaUnwad AGS Auaisannlefiaasdanain

'
a

NSLVILANMIUINTY 16 ez 32 lulasnSuneliadans 158 LAasSAINUNAUINTY 16
lulasnSusiedadans Tuanneniuazliiiwe H. pylor i 24 1l Hadsansluguy

28 WUI1TzAUNITI9Iuvetoulell caspase-3/7 Tulwad AGS NilLde H. pylori

1%
a4 o w [ -

funagsniluiwad AGS lifil¥e H. pylor eehiitfodfny Wiy 14,124 + 309 RLU

o

Andudnannisnseduszaunisinuveeulesl caspase-3/7 4 82.03% vuziiquidl

9

W H. pylori wazunnva1sanalefiaesdanainnszaenf 16 wag 32 lulasniuae

[y

findans fszdureeules caspase-3/7 flanaunde 4,516 + 476 waz 2,711 = 47 RLU
Antdusnsnnisdudanisyinauaeaieulesl caspase-3/7 19U 68.02% wag 80.80%

o w aa & 1O ) a a o A )
ANUANU hazvauniwad AGS vunvansanaefiassdmnainnszaneaii 32 lulasnsy

q

[y o

Ay Aszaunisineuveseuley caspase-3/7 anaunde 1,997 + 378 RLU

D)

o3ad

3.

o

mdudnsnsduds 25.81% drunadeugrdesaeifafiu naswuandluzun 29 wuin

quAlite H. pyloriwaziAasAtdumIududy 16 lulasniuseiiaddng

o))

=

syaunsieuveseulesl caspase-3/7 Nlanasude 4,348 + 784 RLU Aaludnsing

D

a

U9 69.22% wasngquiiigad AGS Uufuinasfaiun 16 lulasnuseiiadans

e

[y

fsvaunsviauveseulesl caspase-3/7 Afindudu 9,396 + 1,108 RLU Anlusnsn

N13n3eAUNITYINIUveLauledl caspase-3/7 72.98% wiguiunauniligad AGS wag

Y

Winazany 0.032% DMSO wullifinalunisdudsvinguaeseulesl caspase-3/7

ayuinansadaeiassdianainnseyreaiaiuisadudinisinauvedieuledl

N v

caspase-3/7 Nlulwad AGS way Lwaa AGS Nillae H. pylori o8198dudAyn19ad

o

=3)

(%
| Y

drutpresAfiutulignslunisduganisvinaiuvesieulesl caspase-3/7 Tulwaa AGS

(%

e H. pylori whitlgnsnseaumsvinnuveteulel caspase-3/7 luwad AGS Nliiiae
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Caspase-3/7
18000 f * 1 r———— B —
| 1 —— % _
16000 1
14000
12000
10000
8000

6000
4000

2000 ='LI
0 | ||

H. pylori - - - + + + +

Luminasescence (RLU)

DMSO - 0.032% - - 0.032% - -

asaianszangf - - 32 pg/ml - - 16 pg/ml 32 pg/ml

JUT 28 nsmianegnsnIsdudivesansanniefiaasdinnainnseueaNnNudutum1ee)
! ° ¢ ¢ aa P .
foan1svinuvedteulyl caspase-3/7 Tutgaa AGS Niuazluiide H. pylori Tuanig

co-culture #iaan 24 F7luq (*p-value < 0.05)

Caspase-3/7
* *
18000 ' " -

16000
14000 ~}
12000
10000
8000

6000

4000
2000

LU)

Luminasescence (R

0 L | _— I
H. pylori - - - + + +
DMSO - 0.032% - - 0.032% -

asaneuduty - - 16 pg/ml - - 16 pg/ml

UM 29 NIINUENIgNTNI5TUIIVBUADTAINUNAMNTNTY 16 pg/ml faN15VIIUVDY

Y

wuledl caspase-3/7 Tulwad AGS Nilnazliiilde H. pylori Tuaniig co-culture Mt1an

24 1l (*p-value < 0.05)
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10. NIINAHBUANTUBIAITENALINABLYLANIINAISVIYAIADISAUNITNINIUVDY

wulasl caspase-3/7 vaawad AGS finaudio H. pylori #7835 ELISA

10.1 nMIvadaugnsaIUnNIsiuTeaeulesl caspase-3/7 vosansannLeNiaasdiam

nnTEEea TUan1g co-culture NIARNNE

dieRnuensvesansatmefiaerBemainnssmemlunsdudinsvhanuvesioules]
caspase-3/7 lunszuauntsmewuueslninda Tnomizidsusad AGS Saufulde
H. pylori Lag@15ainle7iaasdianaInnszsun1ANdudu 8 Lag 16 lulasniuse
03N 1w 6, 12 wag 24 Falus wudriiaan 6 Falus e H. pylor GRHRERREETY
sefun1svheuveseules caspase-3/7 lungualuauuaniifiida H. pylor Tuudunm
51,404 + 1969 RLU ﬁﬂLLﬁqugﬂ‘ﬁl 30 e?fﬂwqmﬁamL%yaLLasﬂmﬁ’umiaﬁmaﬁaaz%mw
91nNszv1ea17 8 way 16 lulasndudedaddns Sszfunisvinaiuvesioules
caspase-3/7 flanasnde 23,697 + 78 wag 12,783 + 57 RLU Andudnsinisduds
n1sviruvesaulesl caspase-3/7 WU 53.90% waz 75.13% #iiian 12 4aluq
o H. pylori au1sansgAun19i1uvedtoulyyl caspase-3/7 ’Lué’mwﬁqasﬁmﬁu
104,432 + 305 %aiummﬁamL%aLLaz‘U':uﬁ’umsaﬁ'mLaﬁaaz%mmmmizmswﬁ’w
71 8 uaz 16 lulasndudediaddns fszdunsvhaureneules caspase-3/7 lanauwie
37,386 + 331 uay 9,555 + 163 Andusasinsdudanisyinauesoule caspase-3/7

o o

19 64.20% way 81.27% huvyneNian 24 F2Lu9in15NsEAUNISYIauregsaulel

q

[
IS 1

caspase-3/7 41n#gafs 140,359 + 703 RLU @slunguidniauazuuduansann

LONARLTANINNNTEILAN 8 hay 16 lulasnSureladans dszauni1svinauuesouleyl

[ [

caspase-3/7 ianatunde 76,073 + 3,466 way 20,299 = 6,080 RLU Andudns

o

nsfudanisiauvesieuluel caspase-3/7 1u 45.80% waz 85.54% uaynauiiwas

q

a

AGS fivufvansafaefiaosdmnainnseanesdi 16 lulasniurefiadans dsesunis
auvaseulesl caspase-3/7 Maan 6, 12 waz 24 4319 anaunde 4,401+ 85,
9,005 + 117 uay 12,456 + 1,107 RLU Andusasinmsiuduriniu 83.76%, 64.84% uay
82.41% auasiu Tnefvinavane 0.016% DMSO nuinldiinalunissudainauaes
toule caspase-3/7
aguiransatmefiaosfianainnszerediaiuisadudenisiiaiuvesioules

o w aa

caspase-3/7 islulwaa AGS waz wad AGS Nillae H. pylor pgnslitivdAgyn1sana
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6 Blug
148000
=)
—
S 98000 * = ]
L]
. | ————%
v *
8 | 1
£ 48000
E
’ [ [
-2000 &= =8
H. pytori - - + + + +
DMSO - - - 0.016% - -
aanenszed - 16 pg/ml - - § pg/ml 16 pg/ml
12 %2l
*
148000 % oo 1
o I — - - -
= N r [
o 98000 '
=
Q
&
£ 48000
E
: n 4 i
-2000
H. pylori - - + + + +
DMSO - - - 0.016% - -
asanansze1ai - 16 pg/ml - - 8 pg/ml 16 pg/ml
24 ¥7la4 .
2 S .. S S
I * 1 l__ L - 1
— 148000
2
—
=
Y 98000
[ =
[]
b
2 48000
E Jﬂ
3
- L
-2000
H. pylori - - + + + +
DMSO - - - 0.016% - -
ansanensyed - 16 pg/ml - - 8 pg/ml 16 pg/ml

5UN 30 nsuanenisyinauveseulell caspase-3/7 voulwad AGS Nuuiualsana
LONADLTLANAINATEVIOAINAIUTUTUANNE) WAzl H. pylori Tuan1az co-culture Nian

6, 12 uag 24 4l (*p-value < 0.05)
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10.2 n1snaaaugndUesdunisvineruvesioulall caspase-3/7 304815410

efiaer@anainnszviesiluanie pre-treatment 7iaadngg

Lﬁaﬁﬂmqw‘ﬁgmaamiaﬁ’ﬂLaﬁaax%wmmszmaﬁﬂumi{]aﬁumiﬁfmumaq
wulesl caspase-3/7 Tunsguiunisansuvveslninda lnguniwad AGS AU d@15ann
efiaerfianainnszaed 8 uag 16 lulasniusefiadans idefuuiu 3 uay 6 47l
mﬂﬁ?ué’wmiaﬁ’@Laﬁaaz%wmﬂmzmaﬁﬂaaﬂLLazﬂizéjuwaéﬁiaé’wL%ya H. pylori

YU 3wz 6 2109 audunan 12 way 24 9alus Hadauanslugun 31 wudt an 6

(%
[y

Falas viguetuANRaeiiseAunTTIuveeulyl caspase-3/7 Wiy 1,804 + 53

RLU usinguivinn1susieagd AGS fuaisannlefiaes@innainnszyngie 8 uag 16

L4

lulAsnSumeiadans NauNISAALD bNUAIULANAIIUDITEAUNITTINIIUYa el
caspase-3/7 tilalUTeUIBUAUNANAIUANTAATD LazTitaal 12 F31u9 nauAIuANy
Andeliszaunisyinnuveseuled caspase-3/7 lussauiiiuawdu 6,553 + 446 RLU

LATNAUNINITULEAR AGS AUANTANALONADETLANIINNTEYIUAINBUNITANLT BN

(%
[ Y

2 AU NTUNY TNUAIULANA19T895EAUNITVII9IUTD Lo ule caspase-3/7

¥
A 1

deiFsuiilsufunguaiuauifadedufsaiuiuiiinat 6 dlus dmunguaiua
Wad AGS U1 A5I9NUSEFUNITIIuvesiaulesl caspase-3/7 luuTuamng
wazansaiaefiaozdenainnsz e lidnaneseaunisvinauueseulssl caspase-3/7
Tuwad AGS 7iliifinide sauesaviazans 0.016% DMSO Lifinalunsdudanisvianuy
vououles caspase-3/7 vouwaduodile Tiasatnofiaezinnainnssees
duty 16 lulasnsusefiadans Tiuwansgrdlunisannisviauveseulss caspase-3/7
Tuwaddildfnde

agUhansadaefiaezdiamannszmedimadudy 8 uag 16 lulasniuse

a aa - o ' <£ Y o ¢
Jadans a1 6 wag 12 371w Illﬁ’]lﬂiﬂé)@ﬂi]‘i/lﬁ{]@ﬂﬂ'L!ﬂ"IiVIWQWUSUENLE)ubL“UM

caspase-3/7 AOUNTAALTD H. pylori 19 Laziilosainitiamadeusia 12 Talug

1%
=

Tinan1snaasslunisnsedussaunisvinauvesieulesl caspase-3/7 lunauitiage

ladaaundnn 6 4alus deuanisian 12 Falus wihdungnihlldlunisveasunis

[
LYY

vansvieuveaoulel caspase-3/7 Tuanme pre-infection sialy
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H. pylori i - - + + +
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asananIzyenl - - 16 pg/ml - 8 pug/ml 16 pg/ml

12 Y2lu9
12000

10000

8000

6000

4000

Luminescence (RLU)

2000

H. pylori ) ) * * *

DMSO - 0.016% - - - -

aTananNTEvIenn - - 16 pg/ml - 8 ug/ml 16 pg/ml

UM 31 nemlansnisszaurinauueseulssl caspase-3/7 vadgaa AGS NuuiuaTanin

Y

o0z BONAINATLYIBANAMUTUTUANE Lazllie H. pylori Tugdn11g pre-treatment

faNTI 6 way 12 %ﬁINQ(*p»vaLue < 0.05)
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103 n15NAdeUgNS A Iun s uveseulesl caspase3/7 vesasafa
lofiaesBanainnsze1uan Tuani1ay pre-infection

dlofinungrdvesansatniefiaozdinnainnsyesilunisesngrdaunisvinures
woulesl caspase-3/7 mé’qmﬂwaégﬂmzﬁuﬁwﬁa H. pylori Tnensusnie H. pylori i
e AGS flou 6 Falus wdsmniuinansataefiaezdianainnszremaududy
8 uaz 16 lalasn3usiofiaddns uazUudednlunan 6 $alus madauandlugudl 32 wui
fnan 6 Hlug ‘mqmm‘u@uﬁamL%@ﬁizﬁumw’hmummwui%ﬂ caspase-3/7 Wity
35,106 + 3,651 RLU uazviauivinsusiead AGS duansadniefiaez@innainnszaigs
71 8 uay 16 lulasnfusedadans neunisfiaide fnsseduinsuvesieules
caspase-3/7 ﬁa@aaaéwﬁﬁaﬁwﬁagmmaa WA 6,797 + 1,700 wkay 3,333 + 83 RLU
Anidusnsnstiudariniu 80.64% wag 90.50% auddy dWTunUAIUALITAS AGS
WU ATIINUIZTAUNIIVINIUTRIoulell caspase-3/7 Tuuiunal 16,915 + 291 RLU

a

LaznquiuNasanaefiaosdmnannsseIeatuty 16 lulasnsudeliaddng duiwad

Ia

AGS Aldfinide Ssziuveaiouled caspase-3/7 anadinas 4,149 + 205 RLU

foSourfeudunaumIuaLLsasd AGS Antdudnsini1sduduvinny 75.47% waz

9 9

—

Y

Winazane 0.016% DMSO lifinalunisdudenisinsuveaeulesl caspase-3/7 993
(3 1 1
\waausAaE1dln
a3UI1a15ainefiaosTenannsEyIuaINANLINTY 8 way 16 LulAsnuss
1addns Mian 12 Talus @aunsaeengnssiunisvineuveseulyyl caspase-3/7

Valuiwad AGS wag Lwag AGS NaangaagnnszAumee H. pylor WaegalitedAgy

9206
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12 Falug
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Luminescence (RLU)

H. pylori
DMSO - - - 0.016% - -

A19aNANTEYIIAN - 16 pg/ml - - 8 ug/ml 16 pg/ml
JUN 32 nsluananisseauiinauveseuleyl caspase-3/7 voawas AGS Nuufvalsann
171808 TLANANNNTEIIWANNANLTNTUANNE Wazlde H. pylor Tuani1ay pre-infection

fnanvusn 12 lug (*p-value < 0.05)
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4 o a a o 1 o/ =
11. NIINAEIUNTVBIA1TENALANADSYLANIINNITSY1YA Gl’é]ﬂ']iLLﬂﬂﬁﬂ‘UE]\iﬂLguweLu

\wad AGS finawtia H. pylori #2833 ELISA

ieAnwgnduesansaiaeiaerdnnainnsz e lun1sguiinsumninuesmloue

=

Fadunszurun1susdnisanewuvazlnlnda laguuwad AGS $2ufU (co-culture)

W H. pylori wazansanalefiassdinnainnszeienl 8 wag 16 lulasnsuneiiadans

a1 6, 12 uag 24 Falus wadwanslugun 33 Mnan 6 Falus dn1suaninvesiiiduie

v
IS ! (Y Y a

Winfiu 1.98 + 0.02 vaugiiluvauiifadowazuuivaisanaieiiaes@nnainnssyee

a

Y] 1 aa 1 ' v a &
8 uay 16 lulasnsumaliaddns lUnUAINULANAIIYDINITUANKNVDIALOULD

[ il
A I

i a a Y} a o da & a
LN@LUif‘JULV]BUﬂUV@]Nﬂ?UQNW@@L%@ WaENLIan 12 GU'JI@JQ W@]MQFJUQNWWWL%@@J

MIwANnveRoueNiiNgwdy 2.02 + 0.14 vuziiluvquilfnidenasuuiuansars

a

LONADLTLANINNNTLVIEAT 8 waz 16 lulasnSumeiadans lUWUAIULANAIIUD

(%
=) 1 a

MsueAninveRowe Weisuiisuiumuemuauifadouderiuiuing 6 dalus

(%
S = 1

a1 24 Fla3 NuAIUANNALGeiinIsuLANENYeIRLd U  Ngawiniy 2.36 + 0.05

'
e

UeNlUMALNRARBLAZULAUANSANALENaRLBLANANNNTLYVIUA 8 kay 16 lAsnSuse

q

2

fiaddns Sindlinumnuuanasenisuaninesiiduie Wewssudisuiunquaiuay

(%
] 1

VnLauRgIRUAUNNeT 6 Wag 12 Flu LAsVaUAIUALLEAE AGS WUINTINITUANIN
yosfdueaglulFuuiig swiansainefiaesdinvainnszyei 16 lulasnsuse
fladdns lufinasensuaninvesidueluwad AGS Nlifinliie uazdvinazais 0.016%
1 | o a & s | 1
DMSO liifinasion1sunniinvesaiduialuigadusogiale
a3U31a15ainefiaosenannsEyIuaINANINdY 8 way 16 Lulasnsuss

(%
v v

fiaddns Maan 24 Falus ianunsasengradudnisuaninvesioueluites AGS le
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12 92luq
5 3
= *
JE T 1
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E
;| |j| m
c
[WN)
0
H. pylori - - + + + +
DMSO - - - 0.016% - -
asananszed - 16 pg/ml - - 8 pe/ml 16 pe/ml
24 G71u4
35
. 3 *
; 2 = ;
E 25
£
+— 2
T
£ 15
i
Y 1
c
=05
0 L | L |
H. pylori - - + + + +
DMSO - - - 0.016% - -
dsafenszyied - 16 pg/ml - - 8 pg/ml 16 pg/ml

'
=]

SUN 33 n31UER9IA enrichment factor YB9N1SuAnENVeIALOUD L ULYAE AGS NUNAUaIT

Y

ANnLefiasdANANNNITZIIUAIAMMTNTUAING WAz LW H. pylori Tuaniig co-culture 7

a1 6, 12 uaz 24 T3l (*p-value < 0.05)
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UNA 5

anUTeuazasUNANITNAGRY

(%
A

[ d‘ a1 . & o [ a a

WJuinsrvddnide H pyloriiluanvgdrdglunisiiang1fann
TunszimnzemsniissuugiAuiuressiinieuazn1sneuausveseadnemiiody
druvilavasnsiiangisanininatd lnedadeainuguwsaindite wu lUsAu cagA ,

S @ A Ao wa 2 a . . .. = v

vacA duidulusiuniiaauaudfauduweusiaugs (High antigenicity) 3sanunsansysu
N32UIUNITADVALBIVRLYAR baLTued19f  FINT2UIUNITTNAULAZNITAIERUY
azlnlnTavewadnszimize sy 2 nszuiunisneuaususufuUTsIYadTiawNTe

wlugnisaniulsaluszessineg laubwesnsenizenms lnenssurumssniaulu

(% I
A U

NTEUIUNITUINTInDUAUBIABITD H. pylor Fanudinseiwizervisiidnitod
miLU%EmLLUaamiLLamaaﬂﬂJaqguaéNﬂmL%qLLa3mmwLLiwaamié’maUﬁuﬁ
ANdNRusAunIaiinlsauzlss wudnsin1siin neoplasia lugUleszus 3 w9
lsAnszingamsdnaulszain 30% wagnudnsiaenaidlugUlieszesn 4 veq
lsAnseinzemnsantaugeda 90% (103) uenaniimsdniaudaneitesiunisaenuy
aglnlnda lnglugUlelsanssinizormssniauiuusunssinisaewuuaslnlngauin
ngUlslsanszimizgamisdniauwuulidsunsaussunn 2.2 191 (104) N13M18LUY
azlnlndadafinuduiusiunisiialsauziSinszinizains Inednisfneinudn
TudUhsuziSanszimganmsiifiaiie H. pylori asianunisaewuuesinlndaveuyad
nszigamsasnitudienldlafnigedia 2 wih (105) Nslldmuniseslnlndadiuiu
. " . . . P A a =

11nluszYy atrophic gastritis Wag intestinal metaplasia MUUTLHENUAIIULAD I
Tunsimundulsausss (106, 107) Jagduiiderdmuninlenidnnissnwinishiniae
Y ad . = ' ) Y aado v v P gy &
MeT5 first line therapy Lesannuinnsinwamgisilinlidlana mszlignsnvee

1 4 =

979819 1UATNNLTIUAT first line therapy gau1n (108) FalA15ANYIAITIINNY

9

b

anulnseneg wethunldshwisiuduersugadn (109) sudansewes (Kaemperia
parviflora) wag YUt (Curcuma longa L.) dudivayulnsnnulauinluwauieide

WU wnaenasUssinalne laefenldsnwiainisyniden wiuvies wazUinvies
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=

mugideyarinesndrunuautedagdu (110) Feayulnsnsaessinsfnuneuntnugng
Tunsdugsnsiasaulauaznssuiunsanliouss H. pylor e (11, 23, 111) feduans
ANAAINAIIBIVEINITOTUTINTEUIUNITONLEUKALNITANLBUUBL ININTAVDITAR

= & . ' @ a aa = v O a a
NNz BINe H. pylori wazurazidudnisnisnislunisdudinisiianens
annuarnsaiulsanseinigaImsha

TaglunsANEILUNUIN @1580RLe7NaREBLANININNTLTIUALALLADSAINUAILTE

v A

Lo & a & M oyva 9] v a W
29NONTIVTINI1TLAT YV H. pylori lanaadudundesiga (MIC) LAy
32 lulAsnsumediadans 91NN151891UNUI A1 MIC 9091ABSAINUADNITLAS Y090

H. pylori dudlaruseana 16 -32 lulasniudediadans (11, 23) kagwuil A1 MIC 999a15

a

ANALUNIUBAINNTTVIUAINULLD H. pylori §A1 MIC 7 64 lulasnsurediadans

%qqmd’mﬁaﬁ’mLaﬁaaz%wammzmmﬁ”] S70D9A5ANALNABETLANINNNTEBIBAN

L Lo & & .Y '3 vy 1 v
EJ\Tﬂ’]@J'ﬁOE]E]ﬂZ]‘V]ﬁEI‘UUﬂﬂqiuﬂéﬂsﬂaﬂL“U'e] H. py(or/ Lmﬂqmaa HEp-2 Vmemwmﬂsz

A

v o 1 Y @ I @ o a a = [
MIVazaIgau (23, 111) wanslAiuImiazanediassdianianuaiunsalunisana

¢ v
a IS

a1sfieangusnewde H. pylori 98n1191NMINT0INIEY8a baliusednEninuinnan

[

WU UBNINNUTINUINENTATAIgLeNaRETANAIUITaannasUTELAN flavonoid

=

soninnluduillafalauinnituniusauasiignsiueyyadasegenii (112) Weein

Aavinazatgefiassdianuaziuniusaliauandivesnuidinuanmafiu

(% 1%
vV 1 % CY %

Ingiefiaosdmnivlrtesnin fAalunisadanlsfiazalsndisiuazliaiseangns
Aunnsreduesnly NidiresArdunaznszs1on1ea1u150dudIn191a5 Y

A vy | o o v & a & . . =
RTINBULARIY LU asatianseeadudansiasyvetie Plasmodium falciparum

(% [
a v v

AN 3.70 - 4.06 Haansusedaaans ,Judatea Candida albicans NAMUUNUY
17.63 - 39.71 fadnsunoladans (19) waziresArdudiauisadudenisiasyiae

Escherichia coli , Staphylococcus aureus (MSSA) Wa g S. aureus (MRSA) 14 i

ATINLTUTY 163 219 way 217 lulasnSumeliaaans mauanau (113)

& a =

fndansadaiedianzdianainnizyiuninaziaosalrluazignslunisduds
nmsiasaiulnvedie H. pylori lad sgnslsimunuinansannis 2 vile dnansznune

N39850ATD1TAT AGS AMUAMUTLTULAZANULTININTY 21NN TNAd U UDSHUA
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N150850AYBYAd AGS f1835 MTT WUl asannlefiaesdianainnszy1gaiil

a

AL UTY 32 lulasnSusaiaddans 7 6 921lus Luilnasen1sidinsenvawad

WANLIAT 12 hay 24 FALUY NUINLYARNTINTDALNAD 88% hay 78% M1UAGU

YUrNa1sannLeNaLTLANINNNTLVILAINAUTUTY 8 waz 16 tulasnSuseliadans

val I = Y] U a ° ] aaa s saaa
LHUVEIRNUNUUNY 24 Gij'ﬂllﬂ YIUNANITNUNNUINADATIUVINTDAVDILY AR IﬂEJLGZJaaﬁ,J"U’m

SBAUINNIT 90% WANHIIINNAINULIUTY 32, 64 war 128 lulasnsudeliadans
~ ' ¢ A ] A a
inaann150g0nvRYanIan 24 ¥alus aundeiiies 78%, 13% uag 1.7%
| fa a & = I3 a ' I3 a ' = a a
drutaesatfiuduiiadnuluiivdolgad AGS Niaenidn lagillaiSeuiiauna

A15NAADIIUAITULTUTULALLIATUNLAEINUY 711281 24 F21ug tAasATUN

a

ANULTUTY 8 way 16 tulasnSusaliaddns Jwadnidinsemnietesnin 70%
e | Y | fa a a v v & A a o 1
ASANEINBUNTNNUINABSAITUNAMUTNTY 40 lulastuas Wseuna 14 Tadnsuse

1a88M9) wazuuuUIY 24 F21u9 ammiaq'iamsuaamaémmﬁmﬁm 40% (114)

=3

v [ a a o a o I a aa <
AIUUATANALDNADLULANINNNTEVIEAIN 8 LAy 16 luimmmamaaam RISV REY

a o o

dutuiaendofigndmiuad AGS lunsvhnsmeaeudun WwiReafunsveassued
Wongsrikaew et al. ¥ 2012 wua1 asadalefiaes@ianainnszanean 15 lulasniuee
fiadans lifnasen1sidinvesead AGS Wevnasatniuwad AGS utuda 48 dalus
(115)

ansafnainnszyediaiuisnesngnisnuideiionvenseinizernis
AIUANNTNAINTALALAANISIAAUNATUNTELINZDIMNTUDIMYNARDS (98) TInTIaANT
wantoenvesduiiisrteatunssuIun1s8nau Ae nitric oxide synthase (iNOS) waw

a

cyclooxygenase-2 (COX-2) luwwadidadanuniafauualasnig (116) waviaasaiiiu
mmaaaaﬂqwéé’ué’?amstmzamLLazﬂwsa%ﬂqIUIaWéumaq H. pylori, annsuaslelalai
nsgAun1sdntay wassnwiunadniavludninnaosla (11,16,23,117)
nTeuiindnaisataii 2 viindsgnimmaaeugnisunisdniauveanadii
fade H. pylori Iuﬁﬂaaﬁam% H. pylori fisvsuveslelnlatseg Watumanesiin

MCP-1, MCP-4, IL-8 wag TNF-O (118) vetinuinluni15ns3 IL-8 Tu duillovesdUle

20 578 TiwauaInde 19 19 wWawlSeuisunuluauunfaglvinauliniies 4 s1ewinuu
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(119) uazfInuIANITLARIDDNTDY MCP-1 NasTuNsludIuwee antruml Lag corpus

Y

(%
% = I =2

(120) TunuIdelFsisfnvIgVsUeIaNTainLeNaosTLANAINNIZVIBAIRONITUAY IL-8 B9

3

[

I3 = cal o Y] saa a & .
Wunildlulalnlaindrdglunssuiunisdniauveusaaniin1sdnie H. pylori 1auns

ABUAUBIVDILYAANTELNILBINITHBNIIANLYD H. pylori HUNUINANITUAAIBBNLAY
a9 IL-8 eonunduduauuin sauds IL-8 faflauauisalunisfegaieadnigssuy

o A LY

piifufuduqudsunfage Inelinisfnwduduinnisunsndveudnidonuin
Usnannidanluliadenssmizens Wuledenilsniinaviiliianedanmiiguuss
=4 v & = ' ° v o - =
WINVY (121, 122) detiu IL-8 Jumunzausden1siianldiluesosvwlunimaaeunis
gMEAIUNITENEaUIUBIRuTRIasanneNiaesdanaINnzrIea wastaesAuluad
AGS Nidaie H. pylori Inglun1snageuiead AGS N1gnnseAuaIee H. pylori wuin
= Y ° = o Y a a o A
1n15189 IL-8 F1uiuuIn?Ign 24 9ale wazansadaleiaesBianainnseeaid

AMULLTY 32 lulasnsusaliaddans @a1u1sadudaniIsuad IL-8 ag 48.56% luvneaas

(% ' [
YY) [ Y v a

Arfiuldaunsneangnsduin1snas IL-8 e M3l Koosirirat et al. U 2010 las1e91u31
wmesAmTuiiusEanEanalunisidaiiie H. pylor 9anannsemzamsvedtisuae
lalaunsaannisudeves IL-8 1a (123) waztiiosann IL-8 WWulslalauilnenisiniide

H. pylori 11n TnelszAunisuanioenvesBuguarsiniinindududieiisadfnide

(%
Y

H. pylori (64) Waill¥e H. pylori @13130n52HUN15Wa9v89 IL-8 H1u NF-KB pathway

£ (4

(124) NLAMUFUAUSAUNTZUIUNITONLAUDE NN AIUUAITANRLETNBETLANIN
nszemdunldulunisduginszuiunssnaulannineesAiiiuv anNan1aaeUgns
VD9A13@NALTIADLTANAIINATLAARNBN1TNAIET IL-8 Tuwad AGS NiRadie H. pylori

luanizuaziianeg WuIe H. pylor NSEAUNITUAY IL-8 Yowad AGS aa7UAY

a

wanitlguy aeht 48 Falus dnsnaa 1L-8 Nigeiign Faluunageniniiaiuy 6, 12 uag

Y

24 FAlug 949 3.5, 3 way 1.7 %1 9NUa19U @15an0LeNardianannnseingninaiiy

Wutu 16 Wlesnsuseliadans dadumnuituduitssniniel MIC wazlidinansenuse
Aaa '3 = £ v o & 12

nsdidinvenyas wadlgnslunisdudinnsnds IL-8 veswaaluaniiy co-culture

TAgNUINT 6 waz 12 F21u9 Wuatnwmuizaulunisdudinisuds IL-8 vosa1sana

LBTABEBANINNTEYIUM F9aNTanUTinuNsuas IL-8 lagdan 63.25% 91 12 43lua
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shensnaaeuluaniie co-culture Wuanmenmeaaeuiiinnuaiioussdunissnw
ftae BeeUfTrurazeseglunssmngommiensuuadoanioutuide 91ns18ues
Skiba et al. U 2016 Wu31 Kaempferol ﬁL‘ﬂuﬁﬁ@Hﬁuéﬂ@\iﬂizéﬁﬁﬁJﬁﬂ mmmaaﬂawé
Judanisnds IL-8 anwadiinnite H. pylor Wuszanas 1.4 wh (125) Tuaaiziianiie
pre-treatment Inan1sunwadnuasanalefiaos@imnainnszanganduial 3 uay
6 Falus reunliwadAndoidunadn 3 waz 6 ¥alus du lifinalunisannisnds IL-8

weog19la AetualsanaLefazdmnatnnszuiealbiinalunisdasiuwadannnig

nsAuUNIEUIUNTaNEUls wianunsneengslunisannisdniaulaluaniieiuuansane

[
A 1

wieuAuLe H. pylori uenainilnuin lunisneasulwaalagvitliwaafalonsu
& v & o a Y . . '

INUUSTRRNINVIQUNAFRULazULdalUBN 12 Filus Tuanidg pre-infection wuin
Ladfnsuas IL-8 eenunanwaadn agslsiniunisdneignslunistiosiuazine
91ALNTZeEAlUN1TNAADY pre-treatment W pre-infection WA 12 Galas %38
N5 co-culture 18931N pre-treatment Way pre-infection lagliadnansainnie
& o 8 v o a e o o v X

\Weoen 919azvinansanailgrslunislesiulazannisenaulafau 99nn1smeaeeLuy
pre-treatment Lgaa AGS Aua1sanaanlauuaIuiu 2 Falusnaunisindie H. pylori
WUIIEIUITOAANTITNAY INOS ey MCP-1 52u89N15%91UU0e STAT-3 wag Jak-2 14
(97) wagMsULEAANUAI AN Rumex Aquaticus nou 12 Talas WUi1d@1u150aa
nsuanseanves IL-8 uay IL-1B 16 (126) msAnwluwad Hela finszumelusiuves
\Wa Yersinia enterocolitica Wui1 Usunad IL-8 38130anaInasanTuaeun1sansluseiu
AananloonaInaaliies 3 Falue (127) dsdudie H. pylor Wladuansznulunisiiy

ASLANIDBNYDY IL-8 Vaadne190175 tpaanwadazin1suad IL-8 enztilaiifiiie

vy v oy
[ Y v 1 0w = o @& Y A

DULNIUU MUNITNAADILUY pre-infection geilogag19910n NI uAdinIsnngau

Y U
annezainanlumsdnenlusuiag uenainil DMSO AdsulddusvinazansluniswIeu
Y I A wa o Y} P | a v v
ansanase Juansiiauaud@lunisiunisdniauwasiisneudn DMSO Aaududu
0.1% - 0.5% Hualun1sdudanshaniaanvasdy IL-1, IL-6 way COX-2 luwwaga Caco-2

gnnszduliiAnnisdniaudie IL-1B (128) uaglunisnaaessidnudn DMSO N4y

=b

Y

Whavatslun1sw3ew stock solution HRaantAlun1sanyusunas IL-8 Tuiwad AGS 0
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Andie H. pylori 19 tnefimnuidutuanyingves DMSO Negluaisadnildlunisnaaes

a v

Ao 0.32% @msnanuiunm IL-8 lasgrsiidedragnieadanaslnalAssivaisann
ofiasdinnainnszeien vililianuisaulanagydvesansanale ualiewsey stock

solution Yasa1sanAbiNTLAIY 10 Wi iliadududuanyingres DMSO Atglunis

a o A

VNABIAAANED 0.032% Nuililinanan1snas IL-8 eg1alidednfny Waiisuiungy

[
=1

Aa .
AIUANNARLYD H. pylori

a ) k<l

McP-1 Julglalaulunszuiunissniaudnuiladaiignnszsunisuaniasn
= a & . = o o = ¢ & a ¢
89 NN1sAnle H. pylori wazilunumddglumsigaanidadeny1ivilalululed

o a Aa & & o & a v a A
WduTanfawe wenanidnisnseAulwadinseinize1Iyia MKN-48 selusiui
annaniaie H. pylori 5ﬁaﬁuﬂiaaﬂmmﬂizéjumiLLamaaﬂmaq MRNA Lagn1Inay
Talalat MCP-1 19 (75) 91NN1SNARBINULN @15aNAL87NaETLANINNNTLY YA
ANUTUTY 8 hay 16 llATNSUFAeNadans a1u1sadudenshaniaanyad MCP-1 e
WWULAEINUNITTUTINITNAY IL-8 L518971U1@15ENANNLANLAIAINULYUUUA T4 6
10 lulasnsusefiadans wag Alpha-lipoic acid (Alpha-LA) Faduansuseiam thiol Aimu
Talua11m1s Wiy BNy UaaAlAd wazkAIadludnd aunsadudin1suaakasnISwanIasn
V98U MCP-1 Tuwaandnidie H. pylori 1 (97, 129)

AAUUASANALDNADLTLHNINNNTEIIYANANNUTATUDINITAS19 IL-8 Ay MCP-1
= I~ '3 o A a ¥ ) I I3 P a
Fadulelalainanilineatesunszurunseniau ag19lsnanaiiosannuiian promoter
vasdulalalauis 2 vlln awnsadudunizuaznszdunisaonsiavesiduelinig
transcription factor ¥iaLRgafi 19U NF-kB wag AP-1 (130-132) Faduiivgiuingaly
N158U8Y IL-8 hay MCP-1 909@15a81nL071a0sTLAnNaINNTLI18M1019986N8IUDINY
N156UE4 transcription factor TAEINISANYINUAMUAILITOVOATANANTZVIRALUNTT
U transcription factor vila C/EBP fidunumdAglunssuiunisasrailadoluiule
(133) UBNINNUULINUITYNDUNLNNNUINAISANALDNADLTLHNANNATLYBAAIUITOAR

a g" U (3 g" v (3 d! a
ﬂ']iLﬂW%GIWUENL“UE]ﬂUL"ZiaaLLaZﬂ']'EU‘ﬂEﬂSUENL‘UE]L‘UWJJ’]SLUL‘Uaa (23) FINIEUIUNITENIEHA

Autgaatuidunszuaunisusnlun1snszfun1snovaueIrIveLgaaidn Uiy
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sudnszrumMIdnaulugadme N15anduIEe H. pylor MNERnLAUNINLAGIS
HNaaAN1TONLAUTDLTARAIIDNNIINT
s & A I3 saa o w a Y] =
waddladenuduwadidiunuimdrfglunisiinnseuiuniseniauiilasann
! a & a ! s @& A a' a ! a

n1snavaussianIsAneaTNi1e Inswaddaidonriilraisusglunssuaion

= v A = v a Aa a & & s & A ] a v o
rgnAsgaliAdeunudausiiuninisinge Jugadidaionriudazrvtinazgndni
Tindeunlnuaishsgaadiuandaiuesnty laedindonunidalululadgndniila
A28 MCP-1, PDGF-BB way LPS (134, 135) uanainilunisdnwidnuindiuvelussiu

& . = M PN I% v v a '
YOUYD H. pylori aru1sassganisiadaufivetgadiululedla laedisigaud
TUsAunanalaannide H. pylori SIU981UY9RUFDNR1BLAY TAMUEINITALUNIT
nszAUNITRRVANDIvBILadlunTzuIuNsanaulnensuatlelaladyiia Transforming
growth factor (TGF) latfigutvindulde H. pylori 181%73n (102) TagldsAuaingdiud

1 [y Y d’lj . 14 I a a Y] 13 a a
waneineiuandLe H. pylori lawn Tusiunignuassenanuenigas, LUsAuuuHIves

o

fue way Weiuansade mmmﬁa@mLszjaasiuiulezmﬂlﬁmﬁauﬁlﬁﬁmm (80, 81, 136)
Tesleseuiieusu LPS veadle E.coli fulusiuwesde H. pylor wuinlusiuveade
H. pylori mmmﬁqqmmim?i'auﬁ%amaé‘lmiui%mé’aﬂd’l losanldlusiunende
H. pylori fianuiduduiiesnda LPS fa 10 i1 Tumsisgaisadlululedludiuim
fladdesiu suilewnanlusiuiiatnldands H pylor Uszneuluselusiudug
na1e9in LU vacA , ureA waz ureB (137) vililauaudinuluioufiinugiuas
Fagamisiedeuiivensadlululedlding: LPS veadle £ coli Tuntsmadeumuiduiiy
yesanseuiusvesnsymeidewadifindenuniunfvesywd (PBMCs) wuih ity
uu 24 Falus asoyiusvesnszveduiafiag dnansznudenisegsenvesvadi
Anudndu 40 lalasniudefiadans wiluwasugisaudadenvndulnledyiln U937 uay
MOLT-4 wui anseyiusvesnsznesfirudududios 10 lilasniudediadansiviby
flanusadaansgnusionisegsenveead (22) lunseaougnsvesansanalofiasyd

a

WNINNTEBAIRaNISiAFauTNvaNTadiiadanustalululed wulnaisadaefiassd

]
a

NIINATLVIUANNAMUTUTY 8 ez 16 lAsNSumeladans a1u1508udanisiAaou

D

vougadlululesiiosanlushiuainiaie H. pylori kay LPS lalusnsndiunlndlAgeiudg
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v v
v A 1

Usguad 30% way 60% 9NI5189UINEITANALNIUDAIINNTLVIYANNANUINTYL 500
lulasnsusediadans dgmdlunisdudnmsinzinveawadlindenylululed vuwad
A ) 2 = v v Vv ' g )
\Wountwaenideniiaaninnisnszguiiegleenlud laussuna 2 wih uenanllansarioe
NUDAINNTEVIEAITINAAIgNSIUNITTUGINITNET MCP-1 LAaZNITHANIDDNYOITY
VCAM-1 vutgadigayntdavnasnidanlaniundruidudunlyd (99)
@159770 Isothiocyanate ¥fla Sulforaphane 2 nRALazWald Anududy 10 lulas
luans aunsadudinsimaeuiuaznszuIung phagocytosis vaagadlululed 1esain
ﬂﬁﬂizéjuﬁw stromal cell-derived factor-10L (SF-1 @) la®g Sulforaphane @131158
fuganszuiunisneuauedfenadiiunsdudenisinnueelinana NF-kB pathway
wagluianalunguvas Mitogen-activated protein kinase (MAPK) pathway L#i W1
SAPK/INK Erk1/2 way p38 fAunuindrfasenisiiauvesegadifindensialu
ASTUIUNITOALEU (138, 139)
a A g Ao v o1 e a

N199533AARMIUNTITHANIBENYDY CD11b Mluluananldu@nnsdsuudas

vauwadannszezlusiudlaledluiduwadinlnsiiad nuiiszeznaIvuIzausanis
= ¢ < ¢ A &€ A ) )
Wasuwlaawad HL-60 [Wuwadialnsilad Ao 6 T4 1NNSNAZ8UAIIANISHEARNIDaN
Y99 CD11b uarjuTavesead HL-60 Wuil wad HL-60 Isuiinswanieanyes CD11b
WINVURIMATUN 3 (Uszanad 78%) wazgegaluium 5 (Uszanas 90%) lnefun 6 dsusiy
AnANENANT8WINTY (UTunad 88%) (140) wazdausiineasd HL-60 Nlglun1snaans
Uin1suanseonves CD11b luuSuamlaigadn iesanwadlalagnldauuiuiy
MdanansenusamUaINIsatunsiasuwlavaasas winiskuananisnaasaiule
ﬁwmsm%auLﬁEJUﬁ’quumuaumﬂLLazaumm%aéﬁqmLﬁmﬁ’u NUINAITENN
LONADLTLANINNATLVIBAINAUIUTY 8 war 16 lAsnSusefiadans @1u1sagudanig
a a ¢ a A ¢ A ~ ) |

WRauNvaRgad il nianiiesainnshgaves IL-8 laludnsidiuusvuin 21.43%
WAL 57.14% LUULAYINUAISANANTLVIEAINAINULTUTY 0.1 - 10 tulasluans

U 5 d' d' &a a ¥ ¥ .
asadudenisindsuiivesgadtilnsiadla 15 - 60 % lagld N-formyl-methionyl-

i il
(Y A

leucyl-phenylalanine (fMLP) 1un7iﬂim§jumaﬁ natlilleold fMLP way leukotriene B4

1% 6

(LTB4) Tunsnszrumsiafauveusas diduneuseimenniunguazldenniianig
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a

Wudu 1 - 27 lulasnSusefiadans a1unsadudinisinaeuivaigasiindanvnile
Useuna 20 - 40% MUANILIUTUNTY (141) Taesis IL-8, IMLP way LTBA 1Huanshni
A1U1T0UIMNILAUAITUUIZLAN G protein-coupled receptors (GPCRs) wiia CXCR1,

FPR1 ey BLT1 aud19u @edasuivanilanunsansesunisdsdayayiaibiy p38 MAPK

uar phosphatidylinositol-3 kinase pathway (PI3K) flAgadesfunisiadoufivesisad

|7 [ '
v aa aaaa

(79) visililseuINGe H. pylor NiFInLazlUsAuNvaIeani uengadvitiuiause
% o ¢ a a vy ¢ & .
nsrAunIsvituvessgaaiinlnsiadle wiu weulesl Urease 91n1ie H. pylori 9
AMULTNTY 10 - 100 WTUlNANS @11150NT2AUNITATOUNLAENITNAY ROS U0dLad
TalnsWadlaurndFuaiuaududu (86) swudade H. pylor N8dInLag H. pylori
neutrophil activating protein (HP-NAP) a2 utdudu 10 lulasnsudodadans
ansanseuliiianisindeunivesaailnsiadiuvadidoyvasnidenls wivail
Ldnunsiedeuniveswadinlnsiladllonsequaieie H. pylori Ngnyvinlinigaie3s
formalin fixation waglusiunnasesnunainiiie H. pylori Ngnunluniuauiou (Heat
. . . = v o2 | | & . P o a a A
inactivation) (34) Fsuandlviiiuitudazdiuveie H. pylor suduuaiiseviinguy
= =i v = ¢ 2 A | a = =
fimuanunsanuandsiuesnlulunisfsgagaduiatenvnusasyila lneiin1s@nw

WU LPS vas £ coli @runsanszgunisindeuiiveswadlululedliduetie

okl 1n50NIEAUNITAFEUN IUAINITNAY IL-8 PanunIInwadilalnsiadla (142)

U = 1

Wosnwadiindonuuiazsinin1suaniaanvosdlsuNed uuiad Nkana19 iy

Y

lngrasannseiuwadlululeduaziininsiladeds LPS a1n@e £ coli kaanuin fiseau

=Y

MsuANIDENYD TLR 2 uay TLR 4 vuwadliluledigenindnlnsiadunn Saduae
Mlvihlnsiaddinisneuauesss LPS dounin (143) wulhediudiu LPS 983 H. pylori
ansansEiuNIsLanieenyed TLR 4 vuiwadidadenuld willsefunisuanseant
foundinisnsedudeie H. pylori uag LPS 91nide £ coli (144) 29nn13MAa8dNTs
\ndsuivesadiindeny1n Teduivgruinarsainiefiaezdianainnszyiedi

919aIadudInsasdygraunslumadiiAeatesiudsulszian G protein-coupled

receptors (GPCRs) luaatialnsilas way TLR Tuwaalululedlad
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nsrvruNIsmnesuvainlndaveswadidunszuiunisiiienuund iesnwiauna
VRITIWIUGAS WAD H. pylor HUIlAMNEIN1Ta lUNITNSEAUNTEUIUNITAING1ININTY

up i lugneaniniisunse AdunsAnwiasiinud Wensiaaeun1suaninues

' £%
v = a

a & a g ° Yo a & . v Y a
ALDULBNUUNTZUIUNTERLUN GUUQGUﬂ']im']EJLL‘UUBSIWIVIGUa LR H. py(OI’/ ﬂi%@!‘hﬂﬁl’ﬂ@

<

'
1 ]

NISLANANYIALAULDNNINTY 1.98 - 2.36 LY auIa1nlduud 6 - 24 Falug
Matinszuiuntsmewuvezinlv@aneunisuaninvesfiduietu auisainniuluana
' A a ¥ a o ! (Y
7199 MAgItematsyin Ingianzeuledilungy caspase ka¥IINNITATIVABUITLAY
N199119uv0 0 uledAINE1INUIT W8 H. pylor @1815aNTEAUNITII1UYBY

d' =1 g v 1 a [ Y] 4 a & a
caspase-3/7 Nigaumaialdvuguieiduiunisunninvesiduie tagiiiian
12 uay 24 Falue AseAUnsi1eIuYes caspase-3/7 1nnaniaan 6 Falug iWudiuiu

o [

2 uag 2.7 wirmudidu wavisilladnudnge H. pylor @a11150058AUN15YI191UY809

o v
v v (% ! IS

caspase-8 bal AuTIFUTUgIUIN Wo H. pylor NTEAUNITAIEVRULAE AGS WUU
orlnlndalaeriunisluinsnouade Taefivdngiudn We H. pylor naedunismeunuy
prlnln@anunislulnsnewnss lagsunsvinauvesioulesl caspase-3, caspase-9
, Bid hag Bax walaenun1sviieruvedioulesl caspase-8 (145)in15Anw1NWUIN
Hadeanuguussveado H. pylon Sududiudrdnlunisamuaunisitnureseuled
caspase 1Ay CagA wananisfudanisineues caspase-8 (146) d@1u VacA fuanunse
nszdunsmenuveglnlndaiumslulnsasuiaie lnon1sinauriuteules
caspase-3, Bax LazAI5UaY cytochrome C sanu1anbulnsaaunde (35, 89, 147)
Fado H. pylori TusuAdeiiuseneudielusiy CagA way VacA eyrwatiuanyudn CagA
way VacA 1ulusiuiinseduszfunisvinaiuves caspase-3/7 1¢Anin caspase-8
Tnslun1snaaeugnivesasatneiiaosdianainnszyisdinenisdudinismeuuy
plnlnTa nuNasanaeNaesdinnaInnszy1eai lunAMUTLTURAZIAINITUY
Lignansadudinsunninuesiiduelnduadildfndouazivadiifnde udannis
wmaaquémmmsaﬁ’mLaﬁaaz%mm’mm%’mﬁ’wiamié’ué’?qmsﬁwmusuauaui%ﬁ
caspase-8 WU31 @safaefiassdianainnszesifinnududu 32 lulasniude

aa

fedans awnsadudsnisvirnuveseules caspase-8 lansluwaanlufnonazluad
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a

NAawels 25.81% way 47.33% a1uaiau slaisainainigdusdiaiunsaeengns

[
=1

§U8Y caspase-8 lulwaaffniie H. pylor lalgutfeanvaisanaefiaezdanain

nN3¥Yean WU Solanum lyratum Aduayulnsiudiuvesduaududu 50 lulasnsy

[
LYY

naladdng aongnsduds caspase-8 lalaglulinansenudonisedsanvesieas AGS
(148) draupasffiuinnuduty 16 lulasniudeliaddns oangnsnseAun1svinaIuves
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