The Ulsan Univ. Med. J.
Vol 3, No. 2:90—94, Winter, 1994.

Helicobacter pylor1 ¢t 4314 #H| Y X529 HAAA

— NIH concensus conference(*1)& ZAlo 32 —

Current status of Helicobacter pylori in peptic ulcer disease

Seon Mee Park, M. D., Young Il Min, M. D.

Division of Gastroenterology, Department of internal medicine, University of Ulsan

LY 2 284 ALGE %}%’*IﬂL AEAA7}
M B e #hEdM AYe DR Fad 494
ol &g sdee FAZAE HolAA A% B3
H2 atdAl 9l 228 = AAAe gz 43 5 FoAM 90% o4l A H. pylori7} #7237 5o} H.
4 g A7 218 dH g ol FAAN, A pyloriol oA HA3= 9 ARFo w4 €54
8 Fo wAstE wEAQ Ady AL ol da9 Age] dhF#e 28 AY FREAAM FHEA,
F7ret a2 A% ARE AAHQ £Ho] ¢le] H. pylon& 24 A7)= A58 o2A 234 4
2tk &8s A kel g ss ddel diE A A do] Mg FHE #A2AE 5 Atks Helrh H
Ay, 198219 Marshallz} Warren'd] 2)&] A pyloridl SJ& A} A3} A oko) LA s el 714
Helicobacter pylori(o]& H. pyloriz %§hH& @A & ¢ AF KA H pylorivt AWeid gz o
7] AAAe &34 ALY AEHAY Hold 9 AAdes o3, olyd v g o3 o
A, Z& 4T 22 434 EulgEe] Hug A wrgog 9ol FH|7E grEo] 4ol
Aallate] Ay al= Aoz AZs stoh He pylonie Fog wWEHE Y4 ¥E FUEA Hu.
fAetel 857 2 98 He Z9E: AloloA @ AHolA goz ek w2 Hatat Aol e F¢
Aee WAdd 3oz 25-4.0mme =Z712A T°r el B #8, H opyloriel o3 o7 ® o7}
dlotdl, stgetd, dAaRe] Fo du7ta] 54 FF wWARAES E4E, 20 39 dEug
wHgez pH 1.5 Axe 72 24 %730“1‘1¢ of oAl HelA A Hute] 4w A ot
A Eol 7153t H. pylori7} nonsteroidal anti—in- S olMF Aol e} ¢ AtulBge ol Hutq 7] A
flammatory drugs %-&3oju} Zollinger—Ellison % 39 H. pylorizt dolA 3 Wl Mx otz = gl

* 5 1. National Institutes of Health consensus conference statement about Helicobacter pylori in peptic ulcer disease
was held in february, 7th—9th 1994,



Helicobacter pylori¢} £ 34 #HA% 259 HAAZA

A 8BS AFdle 98E o AojARd, 4
ob7h AolA % A¥E BAAINA Aot 2, H
pyloris] ZtgE ditkrs AolAd A% &2 94
Fe dodlA Ged. AL £F9 W3, FF
gy, F& AGY A 0e 2dEe] ¢ &
o3ty gEeR AAEnk 234 AAYGe] 24
of 71este H. pylonel |32 AojA% AYEG
s HEA AA @oy Ho pylorid A&
80% ATeln Hd #& WEAIE AEE A
& 0 AEg T3] FaAE # dve Buvt o

oy,

1. H. pylori Z+gie| Zlct

H. pylori 7t AdWozE= A&3HA A v
A&AQY Aol Atk AFAY AL SAHAMH2
Hzq A& o F8 & 2l 5
W, Gram 944 % W, 283 #5
(Campylobacter —like organism(CLO) test, Delta
West, Australia)7} 9o HHAHF3EHQ] A2 8
2 3F AL 8AEE A 59 WYl Atk 2
A, A4 vire] A9d, URE, Solwrt FaA
H. pylori Ztge] EZ#Q Ay tsiAE o
E=go] = AAHE 1). EE 4& #HUdE

=
on,
2
o [
fuc)
B
o
o
2

E1. H. pylorie Zlctel djw®
A NAE(%)E)E(%)WAE FadyE

O

Huf 77—-92 100 I g
2R AA 93—-99 9599 g g
CLOZ A} 89—98  93—98 g 8
BCEEAAL 90-100  98—100 Egg
UCEEAA 90—-97  89—100 2oy
gR A A2 88—-99  86—95 gdg

g glojx 71Ze] He F wdEe Wt F 2
B2ore TEE I fHotAl, sidEiA, SATH T
oS B3 GAARE A "o o]y d &
oy e Eox: 100%0u YEZE 70-80%
Axoly wfe] Was 2AES T BFojo} s
oz go] Ytk 9 #3 HrjFHA FFA g
3 H. pylori Aghe gayoely =3 AAY F, &
o A7 Beld wal gz glojA xeolg B
4 ¢lt}. Hematoxyline—Eosin g og2x #& &
A% 4 9o WZEE AR HTY we

#o-d ], Giemsa &2 Wathine—Starry @4 & 3
W oAE Eo 431 A3 fFY 5 dojN, Uz

, ST E 90% older Y 4 dv. H. py
loriz 9787 AAo 2% EEH s Aol oy
Z ANger Eralng A9 23 dE e
e Y249 7teAe]l ooz AR E Scmol
Well A 270e 23 dHoz HAE Fope 44
o 7HeAHE 29 & At EE WAHE 24 A
Aoz #& 3 e F& 24 fFdotH HAg

CLOY-& H. pylori7h f#HAlE ol&3td a4E

dmujolel FEMAEE HAs pHE FHAdE
A& o] &3t pHAXAE o] &3l Mz WEE
ARzl @o) REGRE HAse Mot of
AAY WREY Bolxe o wigol} #nA 3
o 23 JAYH AY fAshY wEn FAM gt
B Aol ool AR AP Ao Tg #AF
= e b o v PAFAQ HAAHoRE
H. pylori 294 g 99 228d GE 434
g3 7Alet 3F AAbg o H pylorig &A% s
A B Eo] ok A 2 H2 H pylori 94
of o& Z4H & HAH WY ghgo] Yot
A& o4t ¥4 A& ELISA 59 $Ho
A5t ddolty. ¥3 dE= H. pylori ¥
s of 13 e #EE 4 glonz ¥E F H
pylorig Agsts BPezs FFA R3d. 3§
2L UCU "CE B fHotg AT AAst
of 7o ZIdE AFE FelopAlel s ] obs}
Whalso] REE FeAgor BIlHn FRNES
ojatstet A g so] 7)Ao MEHEE HE7HEH
U 714 A 2L s 233EA o8 A3
of 7o 7Y ARE Adste Wyelt oAL
men Aasi v AFHA AHe2 H opylong
god & o, 53 Fo AY 4% F& &
al7] Y& ezl A a7d o by HEE
dfoldt. iy ARAEEY 1A 8 F9
Qa BBBEA Fo| ofF dzl o[&3dy] oA¥n
grol WA WAME o] gslo} 3t o gl i
thooobgAA 4A ALE ¢ Ax, gte A8
v AsEe e dA A g 2R A
B oAgd 2L A5 A¥E #A] dsAM H
pylori 2418 RE 5N Agarld s o7t
A FAEC] Urh

o
o

e
J

2. H.pyloriol vjgd 2@

H. pylori7t AAste e e ZQAE &
ulz WEA7|og gAF agd slojd AAe A
Abgh AW AApzte] Aelzh AEH, wEeR
FHE 32 275 94 dFdN de FHo|



23 H pylorie] dtE g & N ¥

of aa, e £ox, oo FAg, r'i]_TL H &
24 =& 12 dof v} ¥ AR A(bismuth
subsalicylate) 600mg 3FF ol W, BlEglAto]lEH
500mg 3% W M, HE=UdZE 250mg HF A
HoHEasl= A aBos whd F3t= 90% F%d)
olgcl ##M, Z2E HZ dAAd edzE
20mgg 1% F W, o} A M¥ 500mgd 3HF o
N BLss oldgor UHEL 80% AR ¥
gA ek enzZgdEz HHY XN3E & F o0
sgi/olEAj e ofd ame Asad wEi s
b Aasng Frla] GA 2 FAl A E5E A
= ol aRgey, e 137 g FL
A2 PAthE BV 9o, Al aHoli) o

T

yay 25 273 Ange FHol HAFG. 43
AoAekel &gl ASole A T i
HHE A dts dAE A Foste AFEH o
218 Ag, euzatES T8 oA gwle] g
ZovE 2o wg g2 ZgA7tE Bzl
Ak oAl od Hge Adgyo] oA
Hop gon o 30% AEE HIa oy gy
B oA Asge e BT Hro

tooby B g o
T, 9ete] £gh &7 ge
e, 7tel &, 5%014 7| & # ¢
sopz, 7zteld, B3, Y Fo| Yeld
] oobF mEAYh A7 BEgo =
2, Steven—Johnson Z% 7, BIE A4 %
3o . wE A8 A9 Fadt 4 Feo

v g Al e A7) AEo 2 9l WA uA
olth, A7jHtEoirae] MEZUTIEY s A
40-50% Awolnz e oAl qwe HFo A

4% FHN2 990l dene AR Ry
ohiel W& AR AdE vEye g
dor @ BA Fo AzA 237 AR
& 71Eae vaga/d ol 2/ MER TS
I eye HE7tE 234229 (L akv) 6188O°J)0]
sasid A LT/gH A ALY 2
712 61,0409 (2wt} 114,240)0lm 2 Sats

A4 A e D s a,

PO

3. H. pylorig| vly Q#Hol oM

A AL 2 A EE AU 19 oo 50
%—90%l A A7le Ade] A= st H
pyloriE ¥WEAFIH A ALs dd 10% o
B2 oo, ok oA Hee
2 884 Age AErg 48 24 ¢+ A
oh Zeu geolA A Ak A#d AR A

ju

o

#rhes 29 5 ds

79| °=1T

i& o :9142 fﬂ%‘ o= %X}

wﬂ AR e, Fusts 48, 434

e ZHQZSQ S5, Aoy, 739 ‘:}%“3
& IFAAC It oA A e ATHEARE
et H. pyloridl 74d 434 AYEAES ;
wolut st RRNAM FEA HEE AP A
& A U SElvtetl A H. pylori #tg
adte 9= Axel fAlsiy, Frladd g

AAe 2588 floy BdA g e Fago 73
njat A e ofBEo Friel 22 & 4}
S| EAA EHo] Ag vEET 43T Rozg A7
go} H pylorid] 789 484 Ad8z w5 g
Aag Adse Aol AWsn 4zrdn. 12
U #A H opylorio #d=doyt AGel gle #1

EAA #g WEAIE ARE o2 AYely
el LS 24U F Adve EAs &4 &
I H. pylorid] " v} 4388 AES A
g #opls AR B4R donz Y] gle
BREAA H pylorid $HEA] #edd He e gl
Aoz FAAT(H 2).

2. H. pyloriel saieysl J|F

A g H. pylorigA  H. pylor1°“g}
234 %“—i& gog
WA 4a3tEH g Edg
CEIEY %%‘ﬁl 2 g9
Aol g A% B 2 g

4. H. pylori igfel gabol lof WolalHel Hg

= e

pylori7h $194& $ A7 Aoz @
st el 71deg e H pyloridl o3 #ulHE o
7 gAEOY 92 UR7H°]X}§°I 4 YA
& ¥3A 7 2, H. pylori DNA7ZL 3 Axd 2%
gto] delZ 4o H. pylori 7‘033?: o|zH oz
FAE 9 Aoz 23 FHor FAR
W7 dod = dudeE Aveld. H. pylorigh 9
el Addel dis] 2HE 37tA AFAH] I
E dFistite) odid, H pyloridl ZEd™ 9%

o wagol wpgTel u 3847 ZARTE
A7) ek H opylori 293 #8g AAE 99
o 9o Ao HARA YHse JUH 2o @

AL 7MY AE 9 FEFol EEF X8
o A9ds 9ol gle Aoz ¥ o
H. pylori Z+go|u Yot 2% AR A LA go)



Helicobacter pylorie} A 3H4

gon, uF Y MNE FASo|Y dadyr W
Ao Al G go] e AFS HA ol A
& H. pyloriz} ¢ldatde]l 994 482 slelgs
A7 Boe Bu AEAAEQ Al e B
& e Aoz dAshs Ao HHsele 47
doh. £3, H pylone) g9 A7 ge 99
FAE] A= H3 H pylorid] 7#dd #2E Zo
A A 1% w gl A g)gdel WA sk dAxA )
© H. pylorizt $19+& A7) Qe dge
stelete F4E GG T3 Ygde s
A whzat= vlal H pylorie @ue] ot zlo]
7b 1o H pylori9] Zg&L Fou 99te 2ty
o] W& QIFFE] Utk aEEE YU w9
2% 8= H pylori o]9le] th2 89150
#oddeet Addn. A2 7do] ojd Ay
o] Ao AL FA] dalMe 9o =4
olFWHHEE BN TEE wHAANAY o
A5E AP e b 4& 4ud & o= A9
7h e dadlez dage A7 AsE H opylor
7h e Aol olgte FA4L srls )
th. 29e = H. pylori= non Hodgkin's lymphoma
Y4 MALT(mucosal associated lymphoid tissue) %}
dBYol e Ryl oy #FF A3y Ey
st}

Z B

g3 s ds)oF 3l= Helicobacter pylori A7z =
4 A5E o= WA & Aoy Holth
H. pyloriell Ztsl ®lA%A 2388 #2597
g7 AEE dolste Ad W dge| =] ¥
Ae H pylorig 24 A7l 88 Ada &
ol AaHEAe AR Fas o AT
FAA HAGY ASEH FAES AL YAA
& wol H. pylori 94 o Rl dhd HA7} v
Al Bogstd gig dige 3e ¢ Ao E g2
8% A F9 dvx= H pylori Bdo] ge
ZaAd F dbds Holt &% #HAser @
+ H. pylorie] 7% 7o} %3 —H. pylorizte)
24, volst H. pylorie] #E41%}, H. pylori¢)
1}, Fo WA, & A4Y =2do s,
Ao g A, o A By S gy
AF7F dasig.

ofN

mlo nqm

é

fo o o ox
OJ:FN ‘o{n

AF Az HU=A

g1z

re

1. Marshall BJ, Warren JR: Unidentified curved
bacilli in the stomach of patients with gastritis
and peptic ulceration. Lancet 1984;1:1311—
1315.

2. Graham DY : Campylobacter pylori and peptic
ulcer disease. Gastroenterol 1989 ;96 : 615—625.

3. Hazell SL, Hennessy WB, Borody TJ, et al.:
Campylobacter pyloridis gastritisII : distribution
of bacteria and associated inflammation in the
gastroduodenal environment. Am J Gastro
1987;82(4) : 297—-301.

4. Rauws EAJ, Tytgat GNJ:Cure of duodenal
ulcer associated with eradication of Helicobacter
pylorl. Lancet 1990 ; 335: 1233~ 1235.

5. Carrick J, Lee A, Hazell S, Ralston M,
Daskalopoulos G : Campylobacter pylori, Duode-
nal ulcer, and gastric metaplasia : possible role
of functional heterotropic tissue in ulcerogene-
sis. Gut 1989 ;30 : 790—797.

6. Dixon MF : Helicobacter pylori and peptic ulcer-
ation : histopathologic aspects. J Gastroenterol
Hepatol 1991 ;6:125—130.

7. Sung JY, Chung SCS, Ling TKW, et al.:
Antibacterial treatment of gastric ulcers associ-
ated with Helicobacter pylori. N Engl J Med
1995, 332 :139—142.

8. Aug, A%, Ax4, 5949 Helicobac-
ter pylori A} wiel 43 vlme] B AT
o g 218t 3] %] 1994 ;47(2) 1 162—172.

9. Brown KE, Peura DA :Diagnosis of infection.
Gastro Clin North Amer 1993;22(1):105—
115.

10. Jaup BH, Norrby A :Low dose, short—term
triple therapy for cure of Helicobacter pylori
Infection and healing of peptic ulcers. Am J
Gastro 1995 ; 90(6) : 943 —945.

11. Goh KL, Peh SC, Parasakthi N, Wong NW,
Tan KK, Lo YL :Omeprazole 40mg o.m. com-

bined with amoxycillin alone or with amoxyci-



12.

13.

14.

15.

llin and metronidazole in the erradication of
Helicobacter pylori. Am J Gastro 1994 89
(10) : 1789—-1792.

Forbes GM, Glaser ME, Cullen DJE, et al: Du-
odenal ulcer treated Helicobacter pylori erradi-
cation . seven— year follow—up. Lancet 1994 ;
343 7 258 —260.

Tytgat GNJ, Lee A, Graham DY, Dixon MF,
Rokkas T. The role of infectious agents in
peptic ulcer disease. Gastroenterol Int 1993,
6:76—89.

HA L, AU, 98 A AR AY A&
uo] w& Helicobacter pylorie] EHEo] @3k
AT gy e ahs] A 1994 ;261 47-55.

Parsonnet J : Helicobacter pylori and gastric

9] 19

cancer. Gastro Clin North Amer 1993 22(1) :
89—104.

16. Forman D, Newell DG, Fullerton F, et al: As-

17.

18.

sociation between infection with Helicobacter
pylori and risk of gastric cancer: Evidence
from a prospective investigation. BMJ 1991,
302 : 1302—1305.

Nomura A, Stemmermann GN, Chyou P, et
al : Helicobacter pylori infection and gastric
carcinoma in a population of Japanese— Amer-
icans in Hawail. N Engl Med 1991;325:1132
—1136.

Parsonnet J, Friedman GD, Vandersteen DP,
et al : Helicobacter pylori infection and risk for
gastric cancer. N Engl J Med 1991 ;325:1127
—1131.



