et 3}ets] A& o3 1996

ONEXE 0

3ty spd=e g9 JeAe

AgRan g3yt qgnd, 2 AL

3

]

x|

Pathophysiology of H. pylori Infection

Hyun Chae Jung, M.D.

Department of Internal Medicine, Liver Research Institute, Seoul National University
College of Medicine, Seoul, Korea

H. pyloriz} Aol 1743l 7=l g3 7]
AozZ 9dE AT o ARATTD FFE o)
= Aol FAAE AR d2 G4 LA u)
7} itk dEd H. pylorie $42E dnEX] &
= 8jAFA(non-invasive) Aol AMAle]| giy
£l 50| Toatn gleng gy gui]

2] glowA ojud 7jMoE $xue 1x9

BEE doglertd diEtdM e B FEo| 9
o2 go} ot wEkA ol AMwEr] 9% £
THdEe] AAEDL 3o o]EE EF A%tk
Erbsgt delgtm ddEch waEld B ogeA
A7t At 3z dF8 2 H. pyloriol 2%
7178 2R Folg F4oZ AFnx )t
o &8 =38 U 7" F9] o= o] 24s}
71HTHE o 7]de] BEHog A4 5ol B
. AZgc

-

wo§2 fo o %

s

o 1 rlo ro oX oM mo

SIM T MIZ2} Cytokine2] W#

AY FEY 774E 38 Salmonella} Listeria
S} 22 AFE 2ENE BE ¥ &9 gy iy
TH{polymorphonuclear leukocyte):= Az 24 %
AIZE ol el Alge]l i Aw AEX 2& T3}l
1 29 Tf2(lamina propria)d} o]27]|= A, o]
o R 39 AEZF uE oy Aoz AFUTE
13 P7 gtk E=g YAE WY AlFol AA o
BRI AE ZEEAE W, AW HAX A ZRE
Z+% 9% 4 (proinflammatory) cytokine -&A}7}

LHY S BRI o] AFHoZ FHshe] ny®Y
g v ok ole AMEe] T Ay AXEIF Aol
US40 2 ofR Qe did B3H Fyo=
A9l Ao} g, AFAe) F4 ¢ 2o e
AEHA 8EY ol AF Zgel dsled o
cytokineES H@ToZH 43T HudAg =
He-& Esln APz AT Zdol e A
gl BAFgE AMAEHE A2 Bl
I AgREDh ol AME EdE FAAY, A9
MEZ HE BEHEE cytokineol H. pyloriztde)
Bel ol Fa% I8 sztn Bddc)
old AL sl BHuyt AT 2yHAPYS.
o] AT Ao WEW H. pyloriZ AA ¢ AE
FE AN F AXE wgde ERENA inter-
leukin-8(IL-8)& F933It. IL-82 thys) Aygy
Fo] o tlEHQ cytokineolmE H.
pylorizt 137 W2 357 gojgt=s A9 Ax
Aol R F olF AF3 Y] gF we e
FEANL Aew A3 vt a8} cytokine &
< 1 Ago] A2 FEEHE F9UF 21 g AR
A o8 FF9 cytokineo] BAHY M7} 3t
network® o|F1 Slth= Fg z;Es) 2w, 2 )
¢] cytokineRthes Aubzel ¥d YA motate
Aol Wejde Ao o} AAHoz Hashe Zo]
Ztn Atggt) o|s} o] <A AT AEAA IL-8
o]¢]8] ThE cytokineEo] o|%A TIHHE Ao B
3] Yxte] dTHE dA dT7E AY Fo Yoo
oln] A3 Ame] Fn e EHE Ao o]F FY
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oo Bag v At . 0|2 kst H. pyloriZ
ZEAZ A4 YAFHEF SNU-5 AXF2EE
IL-8 #zt ohye} IL-1a, IL-1B%} #2 cytokined
mRNAE 749 27138 2EH7] A8ty FA7
A&k =8 oy BFPF AT FEE
AZAFITL ol AXES UTE proinflammatory
agonist] o ¥kgE FAANA EF &S ©S
ZEZN7E 988 st GM-CSF, 231 oy =
7o} g¥Fe] 8438 8 45 S T
t TNFa 3 @33 =& g4 AEEE Fo| Ro}
A7 98 €233 MCP-1(monocyte
chemoattractant protein-1) ¢ IEZEA cyto-
kine5& 7 Futse] HEES LAt ded
cytokine o8 x FF ¥rgo] BAFH= cytokineE
L& uj$- Bon Y2 cytokineEo| 3FrF Hrls}
A AT glenz o] YR % Axe
T7F A A4E.

H. pyloridl 9% 949 EX=Hel9] IL-89] ¥
H]E= PKC(Protein kinase C) 229} tyrosine
kinase 72| 93l ojFo] A& Aoz FAHHE
g AXW ZgFoldd FEE FIFoEH IL-89
o7t AP L FAEE A7 2E 8 ook A

H. pylori2] Y=0IX}

H. pyloris} 9134 45933 AL H. pylori
o TAE At YR AT weby F4
& JehllE H. pylorid] 2849 Z$l 8t9 9%
L HolxFel o] EAY Aozt S € F
gtk ol2 s 714 slol H. pyloriE 54 ¥SARe
EA4] FFol wel BRI ARG A8 A3
g FaA e vt 2 ARHA Yo

HA7A geA H. pylori®] F8 HEQARZAE
flagella, urease, adhesin gene, 87 kD 37|¢]
vacuolating cytotoxin © 128 kD =71¢] cyto-
toxin associated gene(Cag) A ©#aAL E & 9l
t}. o]E% vacuolating cytotoxin # cagA F 7}A
7t A% FBL @a AP H. pylorie) 29§
o] & #& AT o e A-$ vacuolating
cytotoxing £2|® H. pylori®] o 50%9A A5
g 289 H. pylorie] 60-70%7} cagA gene

Folgtx gHA ADTP, ol yEAxE 2
AE H. pylorigd 234 A%ste] 4@ =4
AT Baef odtd AolNFAY AZRE Eeld
H. pyloric U&7 vjdd 52 ¥YIE2 caghA
AR Adeln ol i d¥F S dEHT= ATt
AT WIH E Alold] d@Ade] 95k Yuhe wE
it 117 Cytotoxin®} cagA ©HAL Buls}
H. pylorig A 13, ¥W3A %3l H. pylori
A 282 Yra F2 A 130 4314 AY 5
9] Fg R4S A AFHA e FF=
stk g HEARAE 2t UE H. pyloris AAH
AT A XS] ZGAZ Ao 9ste] cagAE 1
AE H. pylori7t 184 %¥& H. pyloridth o B
< 9 IL-8& wHATTE dF B 2 4R
A, gt olgd WEARs AAHY e
H. pylori&] Wo] @& 9§ IL-89] BA5L Aol
7t gitn #eln AoV'® H. pylorid] ¥EUAe
EA 7 AATAERRE IL-8 A4S FrEst
T S8 oMY AolHe] distdE =49 A7}
Bty & £ itk = ol dFHIE UiRE H.
pylorie] 7 gl ¥ud & AT o7 UetelAg
A7 Aoz Aele] 80% olAtel H. pyloridl 7t
g5 AE FEvetdM Y dFRnE olge 4
3 ThE A S B9 Aoz AzZdt dxe] dT7g
o a7 Az 93 fEuEA 2EdE H
pylori®] 238 T3¢9 90% oldolA cagA FHAE
BH3ln gues, 85% o] delA cytotoxing A4
8 ol AR AMREY vacuolization2 FEAZ T
ER GAY, AolAR A B vAYL 23EF &
A #2E TFE APoldlM cytotoxin A&
3} cagA AR AL AolHL LdEY F 9l
At weky Ve 2elg H. pylori 75
A9 cagA #AA 2 cytotoxin THES Al ¥
sl €53 28 ¢ & Atk i s
A H. pylori AAE cagA$} cytotoxind #2
¥z Qlzle] ¥& 5o #Agel AT EZRE
IL-8& A" ZF IEFA cytokinedl BES F
ANA dF g FEATIE FEE Ad Ae=
FA= At

H. pyloridl ¥ 329 ¥4 & ol83d H.
pylori®) cagAst vacA gldd thd IFAE im-
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munobloty 2.2 ZARGE T thE s|PollAe] AT
7t EEE v glch ole] o3H cagA WA oigt
83 A< H pyloridl ZEd A9 87.1%4A
S0t AAY, AN AY ¥ uAYY A3E
F AAFAAN 47 100%, 83.3% T 82.1%Z A}o]
7} Ak EE vacA B digk ¥H I Z
T RF 50.0%004 FolA®. mad @A
FAAEHL e T HEAS) fAolAF A K
Yalolo & ARAA} UL FHAR FE GuF
FE BRAA #30 4 AdT

1996'd 590 AHHNLA vl 234714 3ol A
T H. pylorig] B4 243 A9 M2 55Uz
9l ice(induced by contact with epithelium) &7
Azt 2o U1 TN, H. pylorizt 43w
AE 22 o] el a8 H. pyloriol iceA 1
alleleo] S@HIT AYF T BAstee M=
7Hdeltt. AF7HA H. pylorid] 7% F88 ¥E
ol stuE delA $9 cagAdte A o] Q1
SR olE} cagAdl BF o|lEE Y WA 2E
P dFAeA] Aol 7lEd] HEYD HEAA
A cagAdl F24dl 9FE WAL dEAR ¥ &
Aol H. pylori¢] HEQAE 27 A% =3 %
dx A&d Agoltt

HAY &

Helze gy o g P2 olFoll
AZA AR 98T JATE P P
o Fhy HYdF 2 54 BAERE AN
3 Eotm geA AP H. pyloridl 7428 A
¢ g4 g3 Qe 43S A Fezy 9l
AFY 4 B9 #94S 28 Aol H. pylori
of &g 99 TANAY R HIAAE JAA
ST 3 H. pylorid] 239 8¢ Hejel
AxE 2ol ARy A Hr} Q3 Evh:s
A7 Burt 42 2EAUF®. ol H. pylorist A
dZite] gAd gg 7|29 8L s wEew
Az,

ok ofyzt YAAZA H. pylori ZEE A3
a2 & o HARHAAE FAl F35d H. pylori
o vt go] ¥4 ¢ Eoldths A Ay} B EE

of K& o
L2 oo

AT, A 29 oY FH AT =Fo| UA
3t v HEYE 93 sle HAdFo A
o H. pylori 79el QolA WeA £7o] £2¢
Fo $gozg A8A g3 238 H. pylori %
4 AAE AT 48 ¥ A A
v AzbEd

Methylcellulose §o 2 Algho] gMA=z §
Alg B3¢ A% H H pylorid 34L& 3
g Ad H pyloriv 1 WYAE Fx9 HE 3
A A7t 5L 89 &M FFAe] ZA FUHE
o] magul i Wl e Fxe YEE Yehi
£ methylcellulose &9 WX ddS Ay £3
olA] gyth olF AFAEL olFd old TS F
£ H A7t §lof olE® 54 Ut olwd
oog A distde o}A7A] Bad up gt
Axte] dT7E-L “Methylcellulose £o} &Jale] A}
g9 ¢93d%s 41 e H39SH fA B4
24389 H. pylori®l £54& 3/WMEE 4% 9
Ao EZHE Y cytokine FHALe] wdo| A3 =
238 A" olgte JMEE ASa 4™ dH] ¥
23 olg HAFstY Bgith o] & sHde] HFol
8% ol =M H. pylori ¥HEE& 98l EA
gigoz AlYEn e FAAY ¥ 2o E9A
Aol k. H. pylori Z+g9) Ot ayezx= 2
FoAA 4T o2 FAA Y BF Ao] UnAl
Ao,

gy olEigt X5HE AMEFvn stz 10
WA 209%9 ARME H. pylorizt SEER] gn
ol QS ¥ ot AR AAM H. pylori7t 13
oA dd Ak F oAl el Ste] #A)9
g 7e2AE g9 XEYe| ok gldta &
AP md Setete] A$- ditke) 2wle] H.
pyloridl ZFHA 31oB = o9 AAE A3t FA
AstA FEAE AHEE BS ojdd FutE= oY A
A AR &, AW AT FA8A o WA &
d 9 9EAd F g A9 diZdy F7 5ol
S 9¥Te Pn Y= FA=(methylcel
lulose &40 Ao g H. pyloris} £5A
9 F7PF TR REE cytokine FrAAbe] W
BE A% 2AAZE AMdol Sl @A) 3}
AL Qe WS H. pylori®) FA8A gy A
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£ JY AAE AA
= = M2 A8 T3l 7+
S8t € Roldh ¥R TF ATAE 15 centi-
pose(cp)®l HEE UEMRE methylcelluloseE ul %
B AAARIMEFT SX3 T H. pylorig TIA
71 A3} methylcellulose® =% A 2L ZA$HT}
AT M EZRE IL-8 mRNAQ 2do] {34
Z71e Bqk ol2} IL-8 cytokine @@ ¥
aA Frge gasidoh
AMTMESE SEt C1Es WETe 0|
Argel 1w Au AXe F8 FqRAT A
o} 249 e R AP iz EF A o
odx gt dalde F4 L & 59 HEA
a3pnt otyel Ald @ disted o8 cytokine
wytozH R Hdre] dF WS &
A&ADoZH A ZE e Akdel |
Boisialel ALz H. pyloriel 29A
E F2 gxye 3 AER olFo7 G4
oz gy Wy e A HEo] A4¥ AR
= ul2 ojgfe] T-HZ(lamina propria)dlA FHH
A 2RI, war ohgz g% 2FANE 94
JAZZHE ¥ W7o AFo] AAHI|E &
3 gale wEtE ol#d AATAHEE A
SARE O3 Wy ENE H pylorid] A
2 dzsprz 3% 3a A9 AEZdA oF
a3 gt gAEE @4 A30Ae H. pylori
o] 79 olgelx AYA diFE 2 dFY 454
ZAZ|U ZFA FFAME Bag bt Yok 53
A% BFFAME e wEgr g e A
28 B g WABAA wAT TY
(microabscess)9] HElZ #AET o0 Fde &
HEg AASE 8207% stk gAY o
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i
ol

2 YA AEAe dFY Ayl FAF e

e FeHes o AT 38 Az @A
T} 19949 v1=AE|Es] se o3 A
Chetham 5¢] Z%o] & @ HEHUE B ojx7}
2| H. pylorist d4#=o] HAHAEFE o8¢ ¢
g B Ay AEZFozeol HE A B
& 4ud v §ith H pylorie W&E A44e
2 g uAFH Aolge AMdd B g2
9 Ae) A8tz gtk 2By H. pyloridl 24
A Aol gFele H pyloridl W@ IgG E IgA
g7t 2R A FAZN H pylorig AA
9 olHE A Sl FHA FaE L 24
gohe AMS O H pylorist Algel W9 Ao
9] Abele] ol HEZER HFo] glojor & A
ZHg 2 & ok 33 4R A AAGH 1vF
o] o4 AX Wl H. pylorizt E3dY%:E 237t
7le @ ol WRES H. pylori 9 =4
dA FEHOR WAHE o] ofd ®dy A
ZaydM EAZcta st TN Fgetet
A #ARHE 95 H$E A% e v = OE
A&z oz E JATAEI H. pylorig A
Zatod TR AT WG Mo FAoE AT
Z T e /AR AGE B e Aoy o 4
Z% uh= Qo olHd HE2Y A WA JeAdoEA
IfZo2RY AADAE Fo2 R Oy o
Y771 o}5& ALt AFHMAE Fo EH| 73
& e H. pylorist H&¢ozN WY wes F
AU AL S nEE B 5 Ut olE@
A5 Ruzlste RogA, g wEdTe ¢4
IAAE Wzl Afo]l H ZANME 2¥A o4
Fol| Blste] H. pylori7t 2318 & ¥AHA gent
dx walstate] BF AAEC] Yk ol #F
AL YAVAESS AR o] AT HFEY
3o ot AITAM T Hiatsle] gle H
pylori7t 828 7154& GAlEe Relgdax &
otk H. pylorigt Thgsy wiygele] A P&
o] ZwHEthd H. pylorid] 2% 8% g5 uks
710l e BEo| A9 sbEs Aok d& g% o
28 Ao o3t oh@s WHIFI H. pylorig
4 gte 34 FAA AAHE dagtine 4=
Azbe) B 4 ok AFE ndg o]lgsd iy o

&P

ot
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7o 49 AT Wzel YF L oIFel J%e
S 9E GASE AP 2 + ol %Y AE 9
A Aol $8 9 & 9tk YAY AFPL oln
AT A TR FE T8 o) APE B} THY
o HYPIL A5 AEFL ATRS] BERE AU
Aol Bt ol Bl £ A4S FAs
Ak,

dad

et2Ljofol olg eIEat a4t

H. pylori®] 54 %9 shte vl$ ZE urease
FAEE zta gle Holth H. pylorie ©] urease
2 uread 23 LEUE A4 WomHA A
=7t w9 =2 A SdlA A4S U 5 U H
pylori ©|9jol| Proteuss} L Ad% ureaseE ¥
H3ht H. pylori®) urease BAXE ol®Btt 1,000
vh 7 o g ez geA ok @H gmsol

H. pylori®] ureaseo] 2l3ld] AAHE gRyels}
AFT & 71" B FsAEE dAE Eon
g = Qlrh WM gEuelel ¢FEE FA% ¥
A8 9z vn d7E AP 3 G s
drMe Bl ostd ¢ryel= gzmgnr} ¥t
&€ 9 ZA opNFHeY FFER &Y it 9
Hete] 294 H3nc A ARG,

2| E}

H. pylori®] 81} A& o= G (monocyte)
£ To] Rox 7j&9 FMLPSE T2 A2¢ 22
o] JttE AFHERE Utk EF H. pylorivt Z1
& alcohol dehydrogenase(ADH) &EAol 2]sld
MM EE acetaldehyde’} H. pyloridl % ¢844
&4 1A 428 FeEEe dFRaE itk H.
pylorizt ZEA fid e Fapde] Frtstedl
H. pylori 24 AfAde ZA4 AUz s5dd

2= R

23N H A H. pylori

H. pylorizt 2314 #%ke] dQdolete AMS
otz FHHE ut glov Ho% H. pylorig WEE
Be A3 A% AEge] EAEA FAETE A
AL FFUt A Yok a2 99 AR F
FZ AFEAE H. pylorik AWd 71102 Ao|A
3 Ay Ao BAs=Rd At Hz e
7t vk et A8 sidd st AT A 9
FE5gol HiE1 A&E AL EJvled 9%
o 2HE "ojH Qe HolAFA ARE AL
7] 98X e o 71d& sesof 3tk o8 AWt
71 1% Ao| “H. pylorizt¥go} gastrin £8]E F7}
AlZ13 94t BH7E EojuUd Aol eRe] At #
Aol AR ALE AFAA A" olgte sHdeith
o8] A3l osA H. pyloridgA F5AG A
%9 gastrin %57} FUbsledl H. pylorig uwbd g
24 A e Aoz oA g

H. pylorizg A9 IgastringF e} 717 #3lod
€ o9 Al 74A 7Hdel Slvk AA, H. pylorivt
Z3 e ZHT ureased] 9ste] EUelst A
HE AR pH7F Asstn 9 WF W] Al
oJale} ARH oz dojil= gastrin Bule] A 7]
Ao| A Fsled gastrino] EH|E Aozl 7Mool
o a22u 9 Foll urea® oo $EUYL AEE
Z8AT gastrin FT7} E27HEHR ¥L woE
ureased] AAAE Yo FoiT gastrin FE7 Eo
AR Fede JoZ Heol o] ML shgAe] 3
st X, H. pylorigg9 BA7lde AHiE
(hypochlorhydria)e] @38} o|d W§g ®AHcom-
pensatory) 7]|HC.% gastrin 2H|7} 718 Aol
€ 7Hdelth. a3y H. pyloriel AR A $
S EH8lE parietal AXel| ow g Fo] zs
Al gisteis 2 da vz glok AR, ZA
el e AR HXISHe D MEZHE EulH
T somatostatinol ]38t gastrin ¥¥7} AA ==
tl somatostatin® Ao 2l3le] Fgastrin¥F o)
z#H€ Aolgte 7Mdoltt. H. pyloriol ZHEE A
9] )3 at 232 A= somatostatine] ZAEo] 318
o] &2iA AUx H. pylori& @EE ZFE FAFHo

i e o
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e H4HE somatostatin®] mRNA7Z} Zgo s
3 EHYE AHEL o] JHEE Jsta gith

H. pyloriel 48 2% A%e] slolgs 94 &
H)7} ol Ae FAFHY 1o HolxF #AF &4
dxE ¢4t BHie] ot 2 Fo2 AR H
pyloridl ZgEHe lou AYel ¢l A$ H
pylorig ¥WESH 1709 ool 94t £u|7} A3}
Hu Ho|xF A% BA HSl= H. pylorig @
galrigtz A BH7t BASE AR 19 7
* AZte] 2880 48R ith

2 o

#19] parietal cell & AN T} FAE AX
WEelA H. pylori7t €28 TE RIavt 7l 8
v dubdog H pylorit Shigellast 2& AHA
ATe ohd Aoz 48 A gtk H9S Fuste 7t
5 e 2AE AN AHEY {FAE T T
& phospholipase C1 Z&3 & ol 2a) zg
£ 3t Bao BHE oW T ureased 93
AREE gEYolrt AX &8 f2¥ Aojgte 7t
HEo] oot dPHog EAWoIZ doAN urease
E =R g8l= H pylorid straing AFAZ A
SollE HFT dF W3E dosiA] Rk dF
Ra% 9. 2 o] chemotactic factorvd H.
pylori filtrated H&oj {3 AFEE Yot =
d¥H oz ANVAXE H. pyloriz FIEA7™A
Ao A2
MCP-1(monocyte chemoattractant protein-1)3}
Z& cytokineo] EH|HEH olFo] MY Uiz ¢
F AXEES To] Hof dFWes U Aol
At H. pylori7} ¥3]3= vacuolating cytotoxin
o] dxtA o2 Y H R E4E F olojA YA
o e gFukgel AAE JteAE At ded o
] B4 AAEF o= drt dxe2 FEde A
AA FL oY A7t o] FA B AAE F1
ZAgateAd distdss £ AU sl
B Azdoh

do= X&F H. pylorid] 7 714 dig 47
BolEAe §A%3 AolXFAL A 71H, 99
AMZE HEUR E o5 7 & AlF TFE

or_?l_"

pls)

interleukin-1, interleukin-8

o R BF, QM SR BT A4, Agozry

29 H pylorig ©143% 58 4Y 239 2
5 E & Ao =3 MG £ AR ZES e A4

| g 7% 823 JPF Aol

K

ZHAte 2

H. pylori8 79 7134 dig Q7R A7l
FTEFATAZA #A 4 3 & FdYul ojAEs »
A9 ARE ug, Fdd WA 24 AAT 2
F, Aol dTaY A/, olFYd € FIA J
THE9] =¥ A=t

=i |
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