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Pathogenesis of Inflammation in H. pylori Infection
Agoist ofoiet Waetzal
3 ! b

H. pyloriol| djste] Aol odio}HQ) HBE 9lov} H pylorie 14 HnEA SE vAF
% (mon-invasive) A Folets AAo] tlREe] FabEo] Fostn glomz Mt T HEH
QoA omet 1Moz gFate] RE JF WSS dog|Evld teAr e o
e aR ol vk wEkA o) & Anlelr) % Fue S0 AAHZ Qo] o]EE R
M= AL E7hs3 Yolgtxn shgtgldl mak Awaste] whdol| whal apoptosis, COX-2,
NOSet 22 Mg o] 2ol et 77t Thitel Aol we} ol#d AT whyo] H. pylorie] ¥l
ARATE S35 3 e ARolch. cheol A £ w714 $9 ol shuiite] 2gt
ZlRekE ofe] FlHol BitH oz 444 shsAel gk ARt

H. pylorifff 2tHE AMTIMZF0UHAMS| Cytokine

AY TE FE E3lo] Salmonellad} Listeriat & AFS BFAA 7S QY &0 33
T AT AR FAZ ool Aol Ul Ad] MEZE Tl 1 e TFEZd] o]EIE
Zoell, olu] tiA A9 AEF wiR ol zA oz AgItE BIst ik =g WA AFo)
QA oA L ZGEQRE ofl, 47 AE AAZRE 4F AGSA cytokine M7} 2
e WE oS FHA o2 A ATFEIE Qi olE Ao AR A3 NEIL AlFo|
v a9 2 R Aol didt Bed AHow e ol gk, AMAY FF 9 B
HI9F 2 AEHY QSR ol AF Fedell dste] o CytOkinc%—% e s A
24‘1]'°ﬂ/‘1-4 d5 g Fosln ALAg oz AT gl uE Ade W ubgo)] B
= AAsE FHolrt. oL AAS EUE Z2FHAY, 49 AETZRE Bu|sE cytokineo] H.
pylori 235 WALl 2a% g eleln gUhG o FEE HRRHL Aoz H
pyloriZ QA 9% /‘ﬂ-—-rg AAAL F AE wjgFAe] F-{-Eo)A interleukin-8 (IL-8)& ZF 3t
QF7L 9ok IL8E B2TEE B} mot WEH cyokineol L2 A pylorizh S W2 5
254 RUNE AASAL Fol RAR 5 01T AIshed dATe] A WSS FUAD Ao
i %78 3L 9lrh 2E} cytokine I A-fo] AR FEHE 797 B 9 AlEA o
9] cytokineo] Wl ®lo] A Z7} s} networkE o] 1 th. 1A $JAT A EZF0) SNU-SE

H. pyloriZ ZAFAA ZA$ AZFZHE IL-8 Bt ofJze} Il-1e, IL-189 22 cytokine®] mRNA
= 24 27198 B Al A0 ASHE R BT S Ak TW 9T U O
% FFAII= 9L 5= GM-CSF (granulocyte-macrophage colony-stimulating factor), 18|31 ¥
T2 o) ‘E}Qrg‘ F3 H4F wheS =7X7)E TNF (tumor necrosis factor) o § gl
e 4] AEES FTo]l Rol ZANAIE A9%S ksl MCP (monocyte chemoattractant
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protein)-1 5] AHQYFA cytokineEL 7+ bl W=l

o]A ¥ cytokineo] FFHtgoll Zo] Fojdli= whd, Exj2RE] Eg A4FHAZE wiFslwA
e Ao AgAH mulg o]83t A A} epidermal growth factor, TGF (transforming growth
factor) @ 9 PDGF (platelet-derived growth factor) 9] cytokine2 #|%¥e] X45 ZZ3to] L&A
ek A& cytokine o]l 5 HE-S-oll Fodl= cytokineE-E vl Bom AZ-F cytokines
o] #-F7} HelshAl waAa gloug o WMk gF A% e A7 APt A4
K}

H. pylori0] ZtHE 1A {0 A 2| Cytokine

w3 AgAA wigkEl AT AE} obd H pylorioll i AA @] AL P2
cyokines ZAY AFEE o ED v ok '

H. pylori Zxdoll 93t 9=t AFukS-E 579 HIASAZEY &S s, ol#dt
H3loll= chemokineo] 23 od¥€-& gu}dly}. CXC chemokineQ) IL-8, GRO g, ENA-780] H.
pyloriell 9 914 2ol Z7hHE Aol Rusiglort mRNAS B FFHo2 SHY
A= glch =3 H pyloriol] 9|3l fiE = dFHESoll CC chemokine®] A3 A ¢kel. v}
2A H pylorio)] 7+3E A= =zZ oA CXC chemokine (GRO @, ENA-78)#} CC chemokine
(MIP-1¢, MIP-153)2] mRNA %3E AP oF FAso] chemokine §H 2 HAdeo] AL AF
Hhgoll vlX= QS GotEna vt WA £734 AT 693 i 163eg FAH v
AFAY =T 227, AAF 89, AolANAAY 179 5 47598 st H pylori 74 AR+
CLO A9} WHelzzAAR B‘d—%‘&]—ﬁi:’; updated Sydney systemol] &]3}4 H. pylori density®} 3%
T & AEE FHUG AAAE HulollA RNAE 238 F EF ¢4 RNAE o] &% &
F3 JF A PCRZ chemokine mRNA FA+E& FA3 el H. pylorioll ZHd€l 91789l A] W3s
+ GRO¢ 8} ENA-78 mRNA EAs= ZAsX] &2 A9l vldl 22 1409F 159 F7HE A
thp<0.01). A= TFF H& HE7F F718o) wlgl GROe U ENA-78 mRNA W2 ZF7}
STk H pylorioll 2948 WAFE UEF, A% WolARA% BRI GROe mRNAL 7}
T Aoldll g2l8t Apolrl gl ot <19k 3HAlol|A] ENA-78 mRNAE ©tjzFol nlsle] Z7}s 9]
tHp<0.05). CC chemokineQl MIP-1 ¢ ¢} MIP-18 ¥ H. pylori 2¥3JX, H. pylori density, IF7-
& A5 2 AT Aolol §-o8t xelrt glet. H. pylori Zedoll tigh wbd X & Fof] CXCo
CC chemokine mRNA o gx oA 74stgitt. CXC chemokine$l GRO¢ B ENA-78
T3 GF =AL H pylorid] o8 s A G5l Fo3 9EE ¥ Aoz A
Zeie.

IE 0| MM EZZFE|S| Cytokine WHO| DIX|= A&

HAS2 A, 32 g AAZ o] FolA FFAIZA AAlA A=t AAE AF A
= 93 glov A WHEF o 54 EFENE JAE woldl Evkx d#A QU H pyloricl]
Zdd 2% AAe 93 gt AA3 e STy A4 dF T4 A9 fUE =4
e Rel H. pyloriol] 93 919] A7 9] vz HEAAE AAA gk =y H pyloriol
Zdd A HY FEE Ado] AFH fA oA Beh o3y e dF Eavt wEsy
E 9 ol H. pylorig} AAF3he] AA NG 7129 A7 4=
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Wk obval FAAZH H. pylori ]S A fstna & o HARNAE FAo)] Foisiy H
pylorig] ¥ Eo] ¥4 v EolAvke Q7 Ayl wEH v Uk olEdt F He Ay =Tl
FAlske ke AHE 42 gl AAZFe] HolE A#e] H pylori 2ol gloiA] HE=A] &3
ol E¥& F& Wko 2wt A&l 43 03]8] H pylori 7 AAE A7|HAT =Y d=E
¥ 7HsAe gAg e AztkE
Methylcellulose o402 Apzteo]
s A3 H pyloriz 1
S7Hdel Ensul glch whe e
A& A olA gkgkrt. Methylcellulose &
71 73} methylcelluloseE % E3}x] 94
Al S7FEET ohvel IL-8 cytokine T2
< 932 & FYZo| At H. pylorid]
1
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A B3 =A% H H pylori®] 54
A7} =& £ HAAE $ZA4 o)

B} &= methylcellulose £-98 ol 4] At
ol AT A FEF| TXE3131 H pylorig 7
B} QA4S AZ2HE] IL-8 mRNAS] o] §-ols}
HE 34 $71de &9 5 Ak ol A4
9 Z77 QAT A EZHE) S cytokine FAAL2
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H. pylori2] B =0IX}0| = Cytokine &aiQ| xl0]

Cytotoxin-associated gene (cagd)®} FFEA] A|E= 4 (vacuolating cytotoxin: VacA)= H. pylori®] F
2 WE QAT FHA Yout olF BE AR AT AR Aol Aol il Fukd Bu
Fol Qek. elbet BASelA BeH H pylori® o Folo] WEAA $FE ZAdT 9494
EFol FHAA cyiokine $u] SHol Aol YEAE Tohusieh cagh FHAE $FE PCR
MOE, AE S& 44 455 AT ek 430 Hela AlXo] 2844 AAeich. A A%
WS QA RSk A5y AG U ek e 54 A% Aojel Aol gslch ER H. pylori
7t AP AEZZHE IL-10a, IL-8, GM-CSF B MCP-1 %9} cytokine EulsteE AS 9 HE <z
Aololle Aot 91ee & F AU cagd T ALEL9} 2L WE ARl F79 A
E9) apoptosis Aolells W THE FolE BAY 4 gk ol AT AnE $eltet 4ol
A AR H pylori 2] WE AA Bieh A4RR A Aole] FAL e o7t H pylori
T2k AdFA cytokine WE 5HI apoptosis FE o] FULE Ao J1UE APE A

A3,

23579 98 ¥ ESTEFEQ| Cytokine2| &3

H. pylorie] 7t A AAutelle %2 A=7e 4 AL o]TolA HAAL SoE 557
B9 A% Agol A9 ATZE wlz ool T§=(amina propriayell Al FekA AH} Wt
olig AR ZAAL AT AESWE 3ETe) Ago] WRHIE Ao} dtel] WAL ol
A% JATANES ol LARNE 557 ZAZ H pylorie] EAEZ dlZAE G A
43 AZZNN ETFT7 DAL 4L QoA H pylorie] 2 ol Sl AR oA
2o el A=A AR 7l AdelAE Rud v Aok 5o AR AAAAAE &
F7 oig 49 T2 DEet] o) WRZelA vl sokmicroabscess)®] HEAZ W
A7 o Aede] BHEE AAGE 2E0IVE sk ol wlAlEES H pylorid] 73w
ARtz A WA,

BA W of2) TolA GEe) 4 1 Akl YolA b Fad A¥E 3

r
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shtel EFFmeunophiis 90dTH ZuAAT HE HEFROE $34Y AMEZA B AH(wanscrip-
tonys o] Aelslo] gl ¥ ohizt Wi P4 FAE A9 gt oz LA U 22
U 90 2k o] F Wlel o] ZII7HA oleldt AWS RS Wil HYT olF HAS AT
Az $ZTE 24F wEol Y mRNAZ 29 ¢ & 9gel FHAA Hgich TNF a, TGF
B1 % I8 5% 48 & 4 9ol AT Uzl X *HAD Yok & A BFFEIH
ASE olelY cytokine DAY F DA To] Hletod: 108 1 WA 100¥] 1 FEZ
Ak gt A3 GUAE eld 2377 AR HES 2AY W 93 24 2uEE
AGF4 cyokine A kS FYY FFol olF AYS 44 AAY & ek

1) H. pylori2te] SFHl &0l &t SZTZREIY cytokined] W

H. pyloridl] 249 98% 24& Aoz BG4S APAAEZE Thln Y 13
F7b B PSRl ebAE oled Wgol B I AY H plori ZAE 4A A
F Yehe FAE Ytk AWAESE FAHE TS0l S5 Rypt abscess)e] Yoz WA
NE e Aol HlFo] APIAEZE B 3FTE0] FIHZE ATl R 9l
£ H. pylorit A3 H3 olRe] H pyloricl €& AAAeNAL 9F W HA AHA o
e ¢ Hs4el gtk BxYAo 2 RE Feld $FTl H pylori& FUAD AF 14 £
Bl chemokine mRNAS] Wdlo], Zd=IA ghe ti=Fol vlsle] WA 4% 289e ¢ F ok
mRNAS] 43 242 chemokine Fj7] ¥ul= AP ELSAMCZ 3% + ek A4
AEZE BEehE TFT4 H pylori Aole] FZol SJste] TFFZYE] chemokineo] LHE 3
AR AAHANAY AFNSE A% U FIAAE A sl 2Lt ok H pylori 7
oll A% 27] PZ3o] AYAALZIE WASE A chemokineol] SJ3te] FLY + 9l
the e Bgete Rolgtn ¢ 4 Aok

2) H. pylori2 5 E| EH|H= S30 2st SZSFEHEQ cytokineQ| W

&&3t ukel o] H. pylorigke] HAHA QA FHZol| oJsle] I FFZHE] cytokineo] BHE 754
= Jlev H pyloriz ¥E] EulsElE o8] 7l ERo] AHAEZE B3l A5l e
ZFoll Fgsle] TFTEHE cyokined] B §FEY /A E vk EFFE H pylori T
44 FEEE ASAEY 35T Zgole YRR EI FUtsie BASE SFTolA IL-8
9 GRO (growth related oncogene)s mRNAS] utdlo] Z7}dg & 4 Qlvk. H. pyloriol 7=
Adg=z2 S AAAu|F ez JFAEUE o o] DAle 43} 3F77F RS Iy
A Eolf $FH7} HZ5l X transendothelial migrationo] A Ew n{= o] 77 et A
(gland)ol] {3} transepithelial migration= et WbH H. pylorioll =R g2 27 o
A ol#ldk £70] AR gderl IFFU) AlFE st ol 2539 myeloperoxidase %
< Z2AE A5 AA A3 ZelA 9 myeloperoxidase - H. pylori X9t 35T A& AES 9
e ARBA} JTE BHY F Aok ol H pylori FA] 84 DA il TFF
7} 8A31=] 3 3435l £ F -0l A neutrophil-activating chemokine -8 2}7} AdF =zA 5ol $FF
fridel S 2R H pylori Zol 9% 579 A= HFgol $FE F Ucka Az
ol HIAFA AT H. pyloridl % ATt A 9] JFuS-& Al & 7ol & + it

H. pylori Zt 1} AT M|ZES| Apoptosis

FUE AEZ o1FolR ABA A FUE SANAL AN YolA A2 AT BE
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oA U AX A7t FHE o]Folof gt F3] AE AA LH(self destruction) 2] A
x99 AL HepatA] kEE sha WE AAsE 713 AFEFA(apoptosis T pro-

[o

X

= AlEES
grammed cell death)x= 7fAo)) NEL ZAo] = 5 glor} 93|78 A3 Ao|7|E it AFE
29 @ Qo DHAmecrosine AT A T £4g WAt Az AY ol 2ay

o doludeh AE AT Poiid wie AEY FA(swelling)?} TiEo] FFlte<s s 1
2} apoptosis W& ol AEL] FAolu IFub-So] UojhAl ¢ghEth Apoptosis7t AlHE A
ojuiA gkem <ot HAA i AR Ze ArlwidgAgt Fol HAI olge YR
apoptosis7} FlrlslA] dojipw AIDSU Alzheimer® So} Fubslvla EAX| 3 vt H. pylorio
A9 QA z=FoA AFHEL apoptosis7} Z7FE Aol BaE wl glew FHe| Aol
H. pylori2] lipopolysaccharideE Foial Az} QA A EQ] apoptosisE Fd3tch= AXAI}7 v
= v} 9t =3 H pylorioll ZHedE Agke] A=tz A oA e] 8-OH-dG (8-hydroxydeoxyguanosine),
iNOS (inducible nitric oxide synthase) 18] il apoptosis®] AEE ZAs] 2 ZA3 7dxl A4
olsh 2 AEZol dmTol uistel F53lo] YOw H pylori® uEel weh Rade B
g A7E etz ol JHFEL “apoptosis7t A|HE YojubA o o] AR E
Wibmel Weol JEHE Aolghm & & ek oldF 4FHL AL Aty Astel H pylori
7} 83 AEE] apoptosisE FF s} ool e BV o g AEe FAle] sh&dtEo] ¢toe g
o AW FEL Aolghe FAE Aok

3 ARW7EA] L2 A apoptosis®] B EEZE TNF 845 3 AR Fas 84 58 A&
£ 4 Utk o] F8Aoll TNFa =¥ Fas ligand7} 7Z3tE 73-$- caspase ZJ 25 %38l apoptosis7} -
=5t o) FAoA caspase-37} FAA Q) A3 dgdictm G# A QUAvk H. pyloriol] ZHdE <l
AYAAAEL] apoptosisS ZAY 5| o] 2L apoptosiszh caspase-32) WA Fako] FERNEAE
ol Azt H pyloriol Zds AT AT E 7] 1247 o)) caspase—37} A= 7]
18&]17ko] A }Aok apoptosis7t FEHE & Uk AFRE Eel=l H pylori®] cagd & A
FELS 72 WE a9 GF9 YJAHAES] apoptosis Alololle ¥ ohE Xpo|E TEIA F
¥ Wi ohjeh WAA AARE S4B ARAAY} 9SS & + vk EY apoptosis FE}
caspase-32] BAEE H. pylori®] £4 ?_ZP9] FFol whZE HolF Zol & ik ol AT
A okt A6 RAD . pylori FRS WE A B et A% A% Aolel DAt
AE ol$7t H. pylori FF7+e] NAZA cytokine 28 523} apoptosis 5 FHol TUE Zol
7191 % AYe Asd

H. pylori0f] 2|8t QAMTINZQ} SETFH AL Cyclooxygenase-2 H&l

JZuELolA F93 S Ydsli= o] cyclooxygenase (COX)-2 B prostaglandin (PG)o]t}.
AAHANEE H. pyloriz ZFA7H QAT ML ZEE] COX-29] Wl =719} o]o)] €38 PG E9
Ao Frlee Ag BRE F glvk e COX-19] wdAoE W3y} gitk. COX-2 Hol A

A9 NS-398& Agsle} COX-29) wag AAshd A ALY apoptosis7t Frhsts Aoz B
o} FutElEl COX-27} 1A s A E 9 ap0pt081s—— AA L eS¢ F Aok ol H. pylori 24
o o3 St whA JHe] URE Au F 5 e F4oz A4 =3 H pylorizHE F
% T84 AL IFFo) FoAF F COX2 fA4A o i Wdg LA RT-PCRIY
Western blote.2 &l Rud $FFol4 COX-2 #34 W e wde] F7hetglem PG E
Aol Frkste A #HY + Yok
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H. pylori®] S=7 Apoptosis0i| C{st H&k

dEzFo AER TFTF= A7re]l gl wlel apoptosis7} FPE ] Al Fol sl &4
o] & H%‘—iai ﬁ%‘ﬂ% | &A= ot Aol oJsle] ZFT apoptosis7} A" H -
ZZMIXH ASRSE At o z2R MAd ZA &4 € 5 vk 2 EE ZTF apopto-
sise 454 =3 49 24 T2 AREA AA=H S 9tk H. pylorioll <iH 131l A
© AEH TFT9 apoptosis7t AA=lo] dFub-So] R&E shgAde] Stk o)L EAE &
oli7l $1ste] H. pylori 784 FEEE $FF o FoI3 F FFT apoptosis FEE U3t A
3 ZFF apoptosis7} tlZFel| Hldle] AAE I AMEAEFEE =A JYeldS A 5 Ut o]
g A4S TFF oA FasL & 2z g Fas, TNF-R19] A|ZXE oA wtd Ao 713}
© ZAeE AARAG Bol3 AT H. pylorie 14 A E) dlstel= apoptosisE FbelAut A%
AEQ ZFFoll dstodE 2 apoptosisE AT zH] Ao AFu-E AHFAA Uzbeh
2 AE AS F Uk H pylori L4 FE2EE IFF F98 F Bel-2 %A % apoptosis
A FAXQ Bel-2, Bel-Xi, Mcl-1#} apoptosis 2% 8% 2}¢] Bax, Bak, Bcl-Xs2] 448 RT-PCR
# Western blote 2 ZA3 & A3 FFTFollA Bel-XL mRNASH chiiA el wido] Frisiglon
caspase-8%} caspase-37} EA4)3} == Zo] A} olzg IEL H pyloriz} TFF9| apop-
tosisE AABLE 7139 YRE Agd F= Aolzgtx & 4 vt

H. pylori0f] ZtH= IMIL MIZO0ML| NF-«B EM3I9} MSNE A=

]

H. pyloriol] &lsle] S ¥l §= o %-T'«}» apoptosisol]l = H. pyloriol] SJa| A ft=ElE AE W A
IR Ao #4330 Y A2z AFHIoY ok A /)AL #3RA g Hiol

P

wel. H. pyloritz= NF-¢BE A3 7|32 A=A SR Ae] utag Ak 2431= Aoz oddA
;. HZ AT AR, B3} o= uhe g Ame Qe ujx]: MAP (mitogen-activated protein)

kinase A EHADAZI}t H pylorioll o8] &A= ¥ urt o). ey H pylorioll 23] &4
3}zl MAP kinase X132 73 27} NF-«B &4 3}9} apoptosisel] t]x]i= ofdke]] dijsled 4=l v}
7} 8l o]l & Y3led H. pylorioll 2]3}e] MAP kinase 732 Fol|A] ERK1/27} A43}t5 =7 &el
3l31 ERK12 A2F X8 79 NF-«B 24139} apoptosisel] o gt Jgko] wix]=A] LdolH %
o}, AGS AT MEFE H pylorig 7}edA]|7]52 ERK12 H 29 ZA3E Western blot oz 3}
3}k H. pylori A= 3ol 14kB Rl A|EA 2ZEZ Western blot g X]3)3}3. NF-¢B9
Y2 o] o]F-& ™ YA E3}8Hed A (immunocytochemical stain)y 2.8 #29ls}l¢ict. NF- xB2] DNA 2
3o WFEEE electrophoretic mobility shift assay (EMSA)E A}3lsto] z=Abslgict. MEK12 3}
A2 ¢e]7] PDIS0SOE AAHAMEFE AXXGR F H. pyloriE ZHFAA NF-xBe] &4 3}
2 A Hrlsgch wikdEHol] E£3% interleukin-89] H%& ELISAE o] g3le] ZAs}
23 IL-8 mRNAS] 3.2 T RNAZ o] 83t A HZA PCRY L Z BA3gth H. pyloriol
ost AT A EL] apoptosist annexin VE JAs}to] flowcytometryE o] &3F BA¥#} oligonu-
cleosome-bound DNA ELISAY]-& o] &3lo] A3} bel-2 B §AALe] ws-& 9 A PCRY
< o] g3te] Rtk AFAT H pylori AF F $438 He)Q) phosphorylated-ERK1/29] %k
o] Z7t=%et. H. pylori A5 ¥ AEA 9] 1«B7} #4893l NF-¢B7} #WlZ o]F3sle] DNA
ZA3sol F7E %Ak PD98059E A X X|sle] ERK12 727} A== 75 H. pyloriol] 213 NK-
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kBl BABIL AU H pylori A 247b9] IL-8 mRNA uFslcko] /102 7+A34glon
ajok A olol] E3he] IL-8 whlA o] =57}l 60% BEE Fo3Al stk PD98059E A x| x|
3= 7Sl H. pyloridl] 2]3 QA Ml 9] apoptosisy T2 Z7}8}% 3L apoptosisE o Al
&L s bel2 AR mRNA wE e 7hasigiet ojArel A H. pylori Zheddll ojshe} 24
3}5l= ERK12 AZAIAZE AT AN EollA NF-«B A3 %g}oq A=A LS =717
T bel2 §AAS) FAE ZAAA apotosis e A T &+ Aok

L+ of

9] parietal cell 32 A AE2} FAS AE WA H pylorizt WAR = Bavt Q7le
sl dubH o2 H pylorie Shigellas} 22 KA AlFE ofd Aoz Az ot 2=
T8I H. pyloriol] 74d® Aol B 9 IFTE AR AESAE] Hfo] HFHE
dl H. pyloriz} QA Aol B2 3 A9 JQAHNEE 2F3}o] interleukin-8-2 9] A|3} cytokine
= LA olof] ozle] IFH T FFAE EHEA "k 8H 1 {Fol EHE IFF
dlAE thA] interleukin-8S 9 A|3t Ualeol $Z 7 3143} chemokined E-njshe] J=ubeg =%
3 Uz Aoltl. FFF-ollA4 ¥ & myeloperoxidasel} A A4 FE fJAqte] 237 £4le) V)
oo Zolth ALIANEE Hu de AASE AGIANEE BIgcha dEiA gley H pylori
Zedel A AAZl ofsle] H. pylorio] $EAo] Zrhsla °] o] AL AMEZHEIS] cytokine
WS zFsle] HGESul2 S ZEF3Ld BT A E Q. H pyloriy YA A E)] tisled
apoptosisE S ETI TAol] {Zol| ZHE IFTFo| tsled: apoptosisE A As FFHo
2 AFHESS =F 9 AAEKAA Wrlte Zog A L3did 3 H pylories YAHAEZRE
COX28) WBE ZAAFEY ol ATAEY apopiosis s Bk aweh o))
o] H. pylori®] ureaseol] 2]d}o] A3l Qo) H. pylori Z}Alo] BEulsle AEELV) AE £
4 LT VAR A Aed o8 A4 AAE F odu shrl gEe s A Eo e

Soluble
protein
(urease,
fMLP)

U Apop-

| v \Cﬂ' tosis
cyt0klnes _ ¥ GM-CSF « Chemokine {

IL-1a, 1L-1 * Reactive O, radical
( ? B « Lysosomal enzyme

L_, T cell Mo (myeloperoxidase)
Lamina propria PMN ¢
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