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Peptic ulcer diseases
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A =

23 AdL Hde] Hakd M) Al o3 ¢
A Avte] A&gl AEHE v Addshe Azl
A ok 5-10%9] e Bojul! Ao M &3] B 4
Ae FR83 dolth #7 L5AAUde] ae A
Aol 222 HHAH 4 @4 a1
5 df3E FoF 1 94908 Agsidy, A 1
WA AL FAAAS} HolRlxte] Ad o sfA st
A2 dolA Abeld] o] FuiA HhAgthan
Mmdsln 9o ?

THAA) stz A 19843 Helicobacter pylori
(Hpylori)7t A5 wdd olF ol ud sue o
ATt =Fo] BEHAn L A%E 25 AAH
H3e] Wy A3 qF AdE ZA HaAR
ATH. o9} TiEo] Wl iERo|z=Hy f‘z}%&zﬂzﬂ
NSAIDs)= 84 AAAN ez 714 Bo] AME=lx
o OEFTY SuEA 1 &2 whgey A Q% ‘E’“—P
GozA A9 Hage] Beol delx ok 4

Q
"3_'

ofl

h:
0}

[

—

Hog= 2oty Flge) A WREL A H pyior
£ NSADe| ¢@ 2oz Qg9 gk
AspAlFlkel ARAHYME FA = A4, T2

A, Aol @ ££H A7 £F ol FHHHy FE
A AdAe] Aol E FAIAe FANOLA fAkS
oA sk 272 wro] ghok aefd F H
plori®] S840 U5 ¥ H pyloriol dig AT
o] 2% Age ¥& ANahH =ik

,648,

B ol AE 2aadoke] Waldee 1 A8

9o TAHE FHoZ Ay 7lestuz $o
oln Hej Maj
WEEe 43544 A% ZA F 7HA g2 & H
pvlon EE NSADDsS @3] SAlsie] 1 9 &
e f9lEe] g3 lvkTable 1),

.-.ﬁ}"éﬂl%k% Avrae 2 fgte] H4AHA ol 7
Ae) H. pylori Z+golvt NSAIDs &4 59 o8 91z
o ofsf whaiwre o dojubAl FrkFigure 1. 18y}
Hrke] Az el Bujg o] #lale] o m g 2
Qo] & & gle} B = Hef o] ek B2 dgy
el 9dof st #E AR nFHolx 259
Fafel R Hge] FEE 7} Hofu} ke WAy £
F 3 AR A e 7lH S8 obd A A ¢
o 2 8 83108 @izl H pylori?h NSAIDs
ool Aok S YeiME o 24059 B o
o] ZHgshn, o} Fgale] dgs ma Aoz Yz}
HE o atgd @3 4d3d BME gl Abeelrh

u}
=



— In Suh Park : Peptic ulcer diseases —

Table 1. Causes and associations of peptic ulcer

Common Forms of Peptic Ulcer
Helicobacter pylori-associated
NSAID-associated

Stress ulcer

Uncommon Specific Forms of Peptic Ulcer

Acid hypersecretion

Gastrinoma: inherited —— multiple endocrine neoplasia I, sporadic

Increased mast cells/ basophils

Mastocytosis: inherited and sporadic

Basophilic leukemia

Antral G cell hyperfunction/hyperplasia (H.pylori-induced and non-H.pylori)
Hypersecretory (non-H.pylori duodenal ulcer)

Other infections

Viral infection: herpes simplex virus type I, cytomegalovirus

? Other infections

Duodenal obstruction/disruption (congenital bands, annular pancreas)

Vascular insufficiency

Crack coccaine-associated perforation

Radiation-induced

Chemotherapy-induced(hepatic artery infusion)

Rare genetic subtypes

?Amyloidosis type III {(Van Allen-lowa)

?Tremor-nystagmus-ulcer syndrome of Neuhauser

?Porphyria cutanea tarda (familial form)

Idiopathic
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Figure 1. Proposed model for the pathophysiology of
ulcer disease
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FollMe oA gALANN %o, HAAYAME
%AER HuHn Jd1” ¢ vedE fd%d
50-80%, AMolA A% 70-UBAER FHE] B
S gept e

1) H. pylori 2242} Hypergastrinemia”

H pyloriE AHgel s dgdes Sq3 £ ¢glo
B2 284S s v dd B A7E A
Holt}, H pylori7t EEAck HEA] e dov)
£ AL ohnl gREe] FPAE F4ol glam 5o
AR cherel fae wWelo g ol o] wAdtt 1
g} Zake] g8l ARl H pylorit @& 2287
o7 fyutel HAREA AGE s AT @
e 2AdHOR fgo] THAHE Ao vRo] H
pylori 7ge] THA91de] A9l AL gaaitt 4ol
A2 By AR 44 2 AR glojA A
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53 #EEE d9t ) Aol 4%l A He
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= s} vmate] ok g o' #aAEY oe fle]F
FAGol A o] P Yarusl gg Aot
= ARRo| H pylori A& AARR-2] DAL GHXE
o] 48ke Fof gastrin £HE Z7HA17]9 ol A
o2 gdo] gl Aol Afate] JAEES FAA
714 S22 Yol A7 %] FAo} oj2A AT

2) Leaking Roof Theory

Aol x|z %e] 2L Goodwinel A leaking
roof7hde] @Al del dF= {4k & H pylorisi g
o olate] Z7lE f4ke] Yol e FY=HT AelA
A PR 9445} (gastric metaplasia)o] T}kl
o| xoll H. pylori7} 7t =] HelAdgel A7|H HE
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AolR Al A LA H pylorie 145548 594
T 2EE 248 BeloiE wagl Qo) g olg
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Hi 7 2Age] masHAg. Ad fakiag
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olejoll e Hute] &4 £ 59 A EY o]Fof o
3] E489rt g n( ReStltllthI‘ljm) A E7 4
3}l (epithelial cell growth™) &4% %5 3B A7}
ol #4de el AAUHEGF, TGF-e, IGF-],
gastrin)o] 93] Fa& W ¢ AT 012§ Pk
EEAade] HHE EEA] Balo] 7]|Age] $#&4o] A
717 = o]yt Rive] AfFAe] A Bahd A
AsbgA%e] HAsA Hel

7. 2814 dat NSAIDs

NSAIDE AAAHCZ 713 wol ol &=e 34T
AAFE sEA, 7 FAEFe2E oY 7127} A
Tk 2 F Aot e B&fo] 7HE Hel ZEA o
o}, 1 A87|A 2 2 & cyclooxygenase & A 213 A
I} cyclooxygenasest #AlIgle] 48 AHub 54 4
Lol 93 Aoz a 27147 vt

1) Cyclooxygenase(COX) Al

cyclooxygenases= arachidonic acidZ5-8 @&wHs
o] w7} &<l prostaglandin{(PG)3} thromboxaned 484
3o E4RA NSAIDH 23 o] 49 AAe 4%
dE5HEE AARAUAN FAlel HFT/NA prostag-
landin®] A4-& AsA drh PGE ¢148 4% B
of vl F93% “8& s, 7 bicarbonate ¥4 &3,
Hup Ad 2] &7 dv €97 57, A9 WolE &
A, AEZFA EFz, A oy FHI,
c-AMPAIA Z 21 surface active phospholipid 44 &4,
2199} Sulfhydril compound®] #3], A|Z£= 2 lysosome
9 ks Fol o) H BE Ago] Q) 2B H
T PG A oAl dubdde] F8 89dopy, 49
M PGl AAAE NSAIDDe &3t &4-% AT +
AATF®, cvelooxygenaseo] = COX-17 COX-29] 271
7} sl.em COX-2% cytokine®|Y} endotoxinol] 2J30 #x
He f40)3 COX-1& g S EE fholr) HE
NSAIDY: o] F7b4 42 2% dAsHA =4
COX-2%H& M 4 2 9G4S NSAIDE 1w &
Be 29 4 9g Aoz AdEadF”. 283 nitic
oxide® 2| nitric oxide-NSAID B3HH|e) 7jute ¢4
B £4% A% Aoz gusy ga
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NSAID 5&of gk 27 F5&E4E AHAA 54
A bl olg Ao g AzhArh aspirin B8 Rl
A o] et @A Nad Hel2d g o
Aol Folz|A HEd o] transmucosal potential
differenced] #4el &3 oz <eid dx, ole
cyclooxygenase® 4l 9b= TAIGIT

NSAID+= efite 2 A fJitl M o] 23815 A] gron
Agqoz A Ao EEg Fod 4 gdok o
JEUNZ S0]7F T AF W F4 pH= NSAIDE <]
3 AA FEAYSRE FBAA MR ZelA 5

B2 NSAIDY: AlE 23 e FHH F44 54
g8 JeRfA Ak

Enteric-coated NSAIDE 58§ 1
2 g HA doFAuk A7) EL4E PG Al A
AEH2A T AH@ &4 &

rko rsi o

3) NSAIDol o3t &Ao| S8HH 7|H
2o} Fa3 1A 7176l % NSADe| 1§ 9%
Bt Eiele oe] RixbEe] B lor AYEH
14F 28] 2= 7Y (caleium-mediated pathway), pep—
sinogent8] Z71 neutrophil®} intercellular adhesion
molecule(ICAM)®] £7k2 % AL Z71 5=
Bojg Hoz deiA slrk ojAH NSAID| &% do
£ By vl 9% Aew A7k
Corticostervid o}#] =2 gou IFAMEA=
corticostercid @50 2+ 43444 aloke| g §3 9
 RlAte O}qﬂi ik NSAIDY 2] g #AekS oE A7)
B odog gy geA AP

a3
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8. astdHete oy HEn J|g A

H. pyloriek NSAID2ell 7bHsdt AsiAdA%e] €99
© 2% acid hypersecretory syndromed 4] gastrin &7}
ol % gastrinoma$t antral G cell hyperplasia,
F7R A% SAEEEAT f119d
systernic mastocytosis, basophilia in myeloproliferative
disorders& ) 2tk

Virusel 2§ €gle® Aol 3t atel A
HSV-14ll tigk @7} F7hs]o] at AgellA HSV-19]
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AFslm 3P 29 duodenal obstruction, vascular
insufficiency, radiation-induced ulcer, chemotherapy-
induced ulcergo] ¢#A lch

9. A2 AHUAEH ALY X7

Alcohol : 1F%Ee] &2 ¢ldq
o, HTt 2¥5e A fdT YR
ot vy 284 AYS dozitks AP 27
B g siasue] i aleohold] FFL 1-4%9)
FEAAE HAENATE dod T, 1%5%% 4
Abgalo] odgfe] gAY AN, el &7}

2
ofy
=

A4 L AAAF) A hat F48 ARrE ¢
Ak ¥xFE wFE Ay S 2AE fatin A=
01—6:1]4 O]E}A

B FAe AYe w4, A& AL, PHE F R
E HAel Befst= e Fod @A LA 9
th ggta ATelE At ge] AgAgol FAHel
leste] w3, ARAGE FaAT|6, YRS F7HA7
2 Z7hAl ok geA At
A FHe S0 AsAARLT S
s AgAd g ks $48 Aae ge guolrt
GpAgake] F5e] Fohd prostanoideh ¥ stod

Table 2. Causes of refractory and recurrent ulceration

Aol AFALoY obx Aast ¥EFW Pujolx
A Aot Aole] U RS2 Aol 8
o 4Rl 29 o A ARR, Calfe-

ine®- ol TAR ] coffees 23 HAR= A o o}
MEALA ] et HPAQ At s FA 9
oh ARG L Al S 540] FEE v
ot ZAE govt T48 fEdle 248 gihe Al
o] Fr}, Mool wigFt AYAFE FAANIIGE
ZA% glor} el HiAsE 4L nocturnal acid
secretiong E7MA71E Aog <dA ok S5 7
&3 il g AEd ol e fak #elE3 visE v
Aa glema™ Folaje} .

o] Lokl a4 e}d] mio] Hom,
Aol Wele] o] HEH 2l o slolmz F4
A e dFoA AEE R AR HFUH ~
Ef~7 43d7i5d Ags mits AL 2 U+
Aol AA S Arigke] ~Ed 2 wE2A A
ol gH|eke] Aol Zrlgtn delA 9low ol
AAE AEHAE R 22 FEHT e
2E#H 2o digh whgo] o FaF zlog AZEn ¢
ok 94k Fulol] glo] 2=dne] o3 FY] 23R 2B
Al Aot iitEu|e] Agss oln ekl ™,

HAlH a0l

Persisting H.pylori infection
Poor compliance
Resistant organism
{nadequate H.pylori regimen
Persisting or Recurrent Ulcer, No H.pylori
False negative H.pylori
Continued of undiscovered NSAID use
Delayed healing :
Dense fibrosis
Heavy smoking
Giant ulcer
Inadequate inhibition of acid secretion
Antisecretory drug tolerance or resistance

Hypersecretory state! gastrinoma, antral G cell hyperfunction,

Uncommon forms of peptic ulcer

Non-peptic ulcert cancer, Crohn’s, other infections
Persisting Symptoms, No ulcer

Another diagnosis

Irritable gut

idiopathic hypersecretory DU.
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Aol sl Eislo] ghoh

A7 ARAS dF g oz 2ol WAIG el
3mm/wke] £52 AFIAe] dojungz av|st &2
ANFAFE A AFLch

Lio] ¥ MY : Ajoln HEF
il Yol BETE A/t 1 280l ¢ B o
2 o ik aga golARE AEEA HE5E
o] gJ-&+E AFrAo] &l

AGA o] GBS F= Q2T Table 29 o] @
& a4 sloy o5& A 9 FAAY AL

Ale]7]x siei.

S A fatgol me

Ak B

&

%ol X2
4 H. pylort 7955 ERlste], 443 awe
At A s E stojol vt FHFol fle H pvlori 238t
A BT AUR AL Figare 221 AL
7b gl T3 #xle diEiAE o ol de] AEE g
f87 o"—Jr AT ARF AgdAdelv H pylor

39 A dAUNAME Figure 2.9] 93& A= &
ole] W7l ko n xaureks AAsH=1 5%% %L_

FeARAdely RS Haah:

A a9le] gl %
446@] Az R o o 7

A 7] 7ke] Zlhfn F

nro-

_654 —

Peptic ulcer diseases —

AHe AFERAE QARG o o] Zao] ga gy

Fol gl & T ol@el WaAlE olch e} A
WP AFE A QAT e A9E I

Fe s fALEo 28% 4 ek
AL 01851 APAATE A5 ol of
el Aol YAT Yol FwsAke F 1 %

3 & &g =¢=d gnrt gle
o, NSAID, ¥4, #+&, 2E#~ 59] A% A
St 8915L ek HaEE #d.

AFAA gAY e SIS YT ofH 7
A= FRHEE 70| B f’r“JlZ‘ A EHE e F3TH
£ 7FA 3 /eyt *l°ﬂ le}izﬂiﬂ %% s, ‘%}

1. H. pylorie} | 2x| =2

254 Age] ARE HAGA A Yol ¥
29 0g WAL T AfE HolE f424

& oAl god ALEc] w2 ZHo| 7HE & FA= A
ol gtk KA 2HE a7 Ue 4% AEF 1A H
B2 00-80%2 ot =L dl H pylor AlTE 8
W AL 10%01 W2 A8 il kA
2ol H. pylori ATARE 88 Ad-S FUd5 A7,
71E9] SPAHERAAAE ALE-EHA] gbar FEARte. s
5 A5 9 A7} Asagl o™ B pylorizt
Foz waAs Hate] ¥x LAY H pylori 74
ol g o] dHel F B gastrin], pepsinogen?],
somatostatin X 7} AytF Aoz HEHN AFad
2 RAHA 2E A4 wetn Ak el
%ol ALELE H pori7t AFHezn AFHY
60-100%690 4 5% o2 Zidts 2eg Buyy &
3] £384 AgY A H pylori 98] AFES oW
g = gle Aow geiA v aenE sabgAe
oA H pylori ZFel g3t el =3 q47}
gl

199081 Sydneydlld  dgld AlAl by 8kg] o A
NSAIDE AFg3hA] ee ARSI H pylor
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Table 3. Recommended first-line therapy in korea, 1998

Regimen Dose/day Duration(weeks)
PPI'+AMO+CLA Standard dose’ x 2 1-2
1000 mg x 2
500 mg x 2
PPI'+ AMO+MET Standard dose” x 2 1-2
1000 mg x 2
500 mg x 2
PPl, Omeprazole 20 mg or Lansoprazole 30mg or Pantoprazole 40mg: AMO, Amoxicillini CLA, Clarithromycin;
MET, Metronidazole.

Table 4. Recommended therapy in case of first-line failure in korea, 1998

Regimen Dose/day Duration {weeks)
PPI'+BIS+MET+TET Standard dose” x 2 1
DeNol 120 mg x 4
400-500 mg x 3
500 mg x 4

BIS, Bismuth preparation; TET, Tetracyclin.

i

& dEste o] a3 g AEe] Ege] e o b Ajts Hez l‘JrEJrEl i, FulelA 2elg
ool wFEHAL, FA A ol =& 19949 NIH H pyonfl metronidazole®]l st WA Eo] By =
AN H. pylori®] As5t-¢2E FAsh Aoz Azs £ 7le® Basn 9le] PPl 34 % ‘i'-ﬂ % metronidazole
o 1996 F1, 1997 elAlol-el g Y K Hol|x) g7 °]
FAEEE AT 395 AA AaYL nldain gl o] 15 EE 25 57 2B Agsidn A48
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Low risk High risk

Routine Rx extra effort

Intermittent svmptom Frequent recurrences

Nonsmoker Refractory ulcer Hx

Discontinued NSAIDs

Smoking, especially heavy

Uncomplicated Hx of complication

Continued NSAIDs/ASA

Easy healing

Giant ulcer

Anticoagulant Rx

Deformity, scarring

Elderlv, comorbidity

Acid hvpersecretion

Intermittent therapy Maintenance

No maintenance

full-dosc therapy

Figure 2. Predictors of ulcer recurrence and healing.
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