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The Study of Different Regimens Prescribed for the Treatment of
Peptic Ulcer Disease in a Community Hospital

Young Mee Park® and Jung Mi Oh®
aShiWha Hospital, "Graduate School of Clinical Pharmacy, Sookmyung Women’s University

The objective of this study was to evaluate the efficacy and the pattern of regimens prescribed for
the treatment of peptic ulcer disease in a regional community hospital. 226 patients were treated as
an outpatient and followed for one year. 88 patients (38.9%) had gastric ulcer (GU) alone, 6 patients
(2.7%) had duodenal ulcer (DU) alone, 5 patients (2.2%) had gastroesophageal reflux disease
(GERD) alone, 25 patients (11.1%) had both GU and DU, 88 patients (38.9%) had both GU and
GERD, and 14 patients (6.2%) had both DU and GERD. During this study period no one was treated
for Zollinger-Ellison Syndrome. The disease showed higher occurrence in male population (139
patients, 61.5%) and among the ages of 30 and 40 (62.4%). The average age of these patients was
41.3 years and there was no difference between the genders. 81.4% of these patients underwent CLO
test to check for the existence of Helicobacter pylori and 66.3% of these patients showed the positive
response. 65.6% of patients with GU and 80% of patients with DU showed the positive response and
there was no difference between the genders (65.4% vs. 67.6%). 184 patients (81.4%) were deemed
to be cured based on the disappearance of their symptoms after completing the regimens. Compliance
rate did not differ for gender or different diseases, while showing a difference in age. Patients
between the ages of 20 to 30 years old showed the worst compliance rate. In addition, the compli-
ance was lower among the patients who had previous occurrence of the disease, and this was more
evident among female patients. Although 184 patients out of the total 226 patients were deemed to
be cured, 36 patients (20.65%) of these returned to the hospital for relapsed diseases within one year.
The factors that affected for patients to relapse were the diseases accompanied by ulcer and social
environments, such as smoking, alcohol consumption, and previous history of the diseases (smoking
P<0.001, alcohol consumption P<0.02, previous history of disease P<0.05). The regimen using H,
receptor antagoniststtripotassium dicitrato bismuthate+clarithromycin showed the lower rate of
relapse, and the regimens of omeprazole (OMP)+amoxicillin+tripotassium dicitrato bismuthate and
OMP+amoxicillin+metronidazole showed better compliance rate. Patient education by pharmacists on
the importance of compliance to regimens and the risk factors for relapse can provide a better patient
care. This would ultimately result in more cost-effective treatments by preventing additional cost for
treating relapsed symptoms in approximately 20% of patients.
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23 k] A HIEE F/MTIRE g R
oA vk A H FFEE T AeRA AF
Za, 24, 7KEeke], ERA Sl gtk

42314 doke] ARANEE AARAl, H, receptor
antagonists (H,RA), proton pump inhibitors (PPI),
coating agentsEo] 3101} HZ A%k ALl 70% o
Ab, Aol x| A ok 2Rkl 90% olAke]l H. pylori 7}
L2 HuEe] &3 AUt H pyloriele] A7} &
Algho] gha{zmA 4314 A<k IAENA FPAE
3 oFE W4 P4ael XBdpygo] HelohY

H pylorfe "IES BAA o] ofel¢n 24
w2 ojAke] A HEIHE Ao sl
whgdg-o] S HIke] ABE oA 7] Al
W8 owe] 9% H pylori= vancomycin,
nalidixic acid, trimethoprim, sulfonamideo)] 2] W)
Aol 913 metronidazoledl = A WAJo] A2
Clarithromycinell ®H8F A2 FAHQA T =MIC) 2
mg/L7} 71%e] FH=d, MIC7t 0.5 mgLolstd 7%
o] clarithromycin®] E&82 & 9] A-FEo| v
4 =01 Bismuth, tetracycline?} amoxicillinesl|:=
A& HelAl ¢k=}” Proton pump inhibitors(PPI)Ql
omeprazole?} lansoprazole 8] Aj7Hg<l 9JAke] £
B2 AL ureased] FAHEZE o] in vigoolA]
= gael FaEel Bo] Lot in vl %
Fo| ohd JAET Helvhy BuEge Y oE
L2% H pyloris EAFIAE A% 9] pH
5 27} AIP1EE amoxicillin?}e] FA| 5= =t
45 FA3) AR gAY

A2 (triple therapy)> 7Fg WI3] Aul=E oF
B89 O3  metronidazoled] Zr5Ade]l 9L
metronidazolee] E3E AMF8¥-E 718 EaprolA
IAA AR 2EA] ALEET kAl oS o
metronidazole 41°l clarithromycing-, tetracycline vl
Al amoxicilling AH8-¥ 4 9wk Proton pump
inhibitorE- 7]E-22 3} omeprazoletclarithromycin
+amoxicillin®e& metronidazolee] F3Hd AlEawe o
Fa ABE §8-90%2] AREL vehdg PP Akzg
Wel bismuth AAS E3Fehe AF8He] 8| A}
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dvt. &, H pylori®] 7 A=l 9 X8 ofAle] ook
gt 250 Wy o F Wl AMSEE 9He] &

Kor. J. Clin. Pharm., Vol. 10, No. 3, 2000

Heg®, AT w4 HlL Y] ARgH
BeprgEr ¥I B4 AUEES AHHOR G o
Baqe 2l 25kt sdch 2ew B9
o AGEHS EYT VR AR At ol Hep
42t APl oW WAL e A AT
w7 st

e

19999 19 23458 19 319 38U A7|=e ]
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A3 Aoz AMR IAE A= 1d 3 F
HZARBle] F3A wpeE A7l

EE7|=(inclusion criteria)

164 o] 2 A A =x ARV 9, A
oA} AoF = T, 974 AEY 5 &3]
24L& F Z2Ae® 3= #FAARZ H, receptor
antagonistsQ] cimetidine, ranitidine, famotidine, A=
proton pump inhibitorg] omeprazoleS 79 °]A} ARE:-
g IR E=Fgs)

X[2|7 & (exclusion criteria)

AT A ol9e MRS X8B3 s A8
T ofAle] AT FAhe-E WA AT e
E%©2 H, receptor antagonist?} proton pump
inhibitorE- AHERE A}, #A HAAeSs WG
H. pylorid] W3 AFAEE 2 3x}, 3T ¥
ool FAAE B-83t A}, T AR 22 A
A sl At 9 2¥ A e WA T A
T2 Frlo| AL E Ao FdEE Ad] e
e ALdslgda. = 94l = 7719 HAE A
S35t

HATLiAtE
&l
H, receptor antagonist
+ cimetidine (F21A1 k&) <l#F) 200 mg/T
+ ranitidine AFZEF) ER) 150 mg/T
« famotidine (2&F) F=2EY) 20 mgT

Proton pump inhbitor
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* omeprazole (3M]FE(F) eE) 20 me/C

7|Et
« tripotassium dicitrato bismuthate (5-9-#2FG) d&)
e sucralfate (F9|AFF) AR 1 gT
*normo (Y FFEEF))
* varoma-gel (A1E#<F) 15 mlP

|
« amoxicillin (F3FEEF), FFA1) 500 mg/C
» clarithromycin (3+5 A &) A=) 250 mg/T
* metronidazole (3FY &G F2HA1d) 250 mg/T

Prokinetic agents
« cisapride (FF=FAF) ZHFAZ) 5 mgT
« levosulpride (SK A|¢F&F) #|HEelo]=) 25 mg/T
« metoclopramide (5-FFEEF) =g ) 10 mg/T
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3T 3kate] o EAE F3le] Al A, o}
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history) &2} 7 15‘—/‘}?}% ZAbsRaL, Zgk Aol A9
WA AR Al of -, WAL Al
Aut WA AR R3S PRSI B pyloridt
o] EZAHFE sy A why T 2eM AN
BAL 9l CLO teste] AA] of %9} 1 AsE BM3}

T} G AR 717 Fols W9, Fokwl ohBel
FRO £, B4, £ FoF 9%, 19 2 AL §
¥, 24, 24 AL A AT A AN 9 R o
B, Fo 717 5% 2o S 12 104
SV, SR 15 47 24 oIS Ul AR

Aojsla %—"J' i"é*} 13—7]711*%"& GEE-LE Slof
ABHEAL J8xle] Aedsi ot 1 olu] Ak
AER EYS A 3 ASE AL} (relapser) 2
2] 2] gk,

SAHYY
BABIA 22 chi square WS o]-g38le) HAA3}
Herm fofEd p<0.052 A3
2 ot
1999 19 239 ~14 309 8YUZE AY|=e] X3t
A FIPEAE Helsle] FoF gkl 3k 2599
= % H, receptor antagonists?! cimetidine, ranitidine,

famotidine®} proton pump - inhibitor?] omeprazoles
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ElXte| baseline characteristics

At 22638 Yo E B 7 A3 3] 7
B 218= F 13 23 o]F Alelell: folgt Ao}
gigich Ad BxE By fjdofeaq Adsl A
£ 887 (38.9%), AloIAIAAF 5 65(2.7%), 9
BT B 55(22%), 7FFT A o)A A ok
o] Al AT A$E= 258 (11.1%), A%} 97
AR Ee Fuke 887(38.9%), Aol XAkt 954
Al=e Euke 149 (6.2%)°] 927, Zollinger-Ellison
syndrome® 2 Zet ke Zxl= glgleh(Fig. 1). 2267
Z YAk 2017(88.9%), A)AAA KL 459
(19.9%), IFA A =QL 107H(@74%)2 =2 ZAME S
31278 (56.2%)0] 271X AdE-E FAle A
Asiet

Ao By o] 13950 E 61.5%, ojAle] 87
Mo 385%S AX|sle] FAA AT} Sk
ot e By 30408 SAlelA 7R wel W)

DU+GERD (n=14}
6%

GU (n=88)

GU+GERD (n=88)

29% GU+DU (n=25) GERD (n=5)

1% 2%

Fig. 1. Disease distribution (n=226)
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Fig. 2. The distribution of disease for different age groups
(n=226) T3 : 41.3 years
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Table 1. Characteristics of each disease group (n=226)

Kor. J. Clin. Pharm., Vol. 10, No. 3, 2000

GU DU GERD  GU+DU GU+GERD DU+GERD ZES Total P
N (%) 88(389) 6.7 522) 25(11.1) 88(389) 14(62) 0  226(100)
Moorcy @9 203 20 wm s e, pEs o
Age (years) 425 488 40 389 415 34.1 0 413 0358
Smoking (%) 32(364)  4(66.7)  0(0) 13(52)  33(375)  9(643) 91 (40.3)  0.057
Alcoholic (%) 35(39.8)  2(333)  3(60)  14(56)  46(523) 10(714) O 110 (48.7) 0.186
Gl disease history (%) 12(13.6) 2 (33) 0(0) 2(8) 12(136) 5357 0  33(146) 0235
Drug compliance (%) 72(81.8)  4(66.7)  3(60)  19(76)  74(341) 12(857) 0 184 (81.4) 0350

GU: gastric ulcer DU: duodenal ulcer, GERD: gastroesophageal reflux disease ZES: Zollinger-Ellison Syndrome

Table 2. The result of CLO test and endoscopy (n=226)

7 A CLO test Endoscopy
Disease (n) positiven (%)  negativen (%) T Al n (%) 2 n(%) A4t n (%) ] AA] n (%)
GU (n=88) 45G51.1) 24(27.3) 19021.6) 76(36.4) 5(5.7) 7(8.0)
DU (n-6) 1(16.7) 0 5(83.3) 2(33.3) 2(333) 2(333)
GERD (n=5) 2(40) 3(60) 5(100) 0 0
GU+DU (1=25) 17(68) 5(20) 3(12) 24(96) 1(4) 0
GU+GERD (n=88) 47(53.4) 2831.8) 13(14.8) 82(93.2) 44.5) 2023)
DU+GERD (n=14) 10(71.4) 2(14.3) 2(143) 13(92.9) 1(7.1) 0
Total 226 (%) 122 (54) 62 (27.4) 42 (186) 202 (89.4) 13(5.8) 11 (4.9)

(624%)31510}. AADALe] AL 4134 o|H
o GAe FFEEL 41,74, AL 40742 izt
o] A=y AR o7} sivhFig 2). AHEY
(social historyy& B4 A] FAAR= 919 (40%), SFA}
T 1107 (48.67%)22 HAE et

Bixte| =34 24

e Al BREe| Fhsle] oF71EA| 715 F
8 SANEREE AERES (epigastric pain), S~3HEEF
(dyspepsia), =3 Z(discomfort), A1} TE(nausea/
vomiting), ©}F7FE-F(nocturnal pain) £°]B o2 A=
W B A At FAke] wE f2)8 zlolde ¢l
Sct wietA 3l shsle F AR Szl
Dl AL sk ol b S 9%
e Y AL ZAsls BE S 9%
71546 715=A ot vehbe d4Y X ik

Ayo| Fichiy gl A3

A7 AE Y Al el A=Y CLO test
o} WAIAY) A= Table 29 2} Ade) ul2
H. pylorit®] 55 A=8}7] $13}ed AABIA" CLO
test®] AFAE A A3 P A4 1228 (54%),
A AS7 628(274%), 1B FAAS AAEA
%> 77 427 (18.6%)ldE. WA xR & 215

H(952%)plA AlB=E G olF aEAIA o] 2027
(89.4%) ZtAfellA A= FEAAS dubiA
AR} Wpel7)E st £ Wl AL A
22 L Adzshe Ay e vepde g2y
LM CLO test A7t FAYl= H pylori T2
g oWl S AEEHA] o At 47, S8R H
pylorit WE S A A4rt 3= F 7714
7397t H. pyloritt®] 794 SFE2R Ale]d] B
£ Bod E8e] HAI AMHA o HeE ¥
A=giet. 1 9 7z A¥e] W CLO teste} WA
AlA)od 3ol ZAAPAIE= Table 294 2o}

H. pylori 95 204 <A el FH3] 5
7¥eke] 409 ATAM 80%7HA] FTlElE) 1 o)
28 ARTIME A FAE YeRitHFig. 3).
o]3] A= & =R BIH 79.4%} FAlEle
1;]_'14)

k=R SrEY

A gAjelA ARSI R8-S Table 33
Zro] A ESAT. Aol nhE oFES A&7|ZH Al
o2&} A Fe] Al Al= H, receptor antagonist 8,
proton pump inhibitor 45, sucralfate 65, Z®]I 3
#%k2] 739 H, receptor antagonist 85, proton pump
inhibitor 4F-& F4 87|7Fe 2 Algslgr}. Bk
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Fig. 3. The rate H. pylori infection per age group

SE7F BT ADFHIL e 3 FA] &
AZ Ade] AaFvke gotd e F 2268F
18473 (81.4%)°| Heh. oFEo| By oFenge
F5ol wEl ze]rb 99 THP<0.04) (Table 4). H.
pyloride] AR BAL] AL wge] B o
ool ¥oRegwsk o A vebaet 48R o
T ¥ RUEIEl ¥ Eayosy:
[omeprazole+amoxicillin+metronidazole], [omeprazole.
+amoxicillinttripotassium  dicitrato bismuthate]3} [clari-
thromyein+tripotassium  dicitrato  bismuthate+H, recep-
tor antagonist]e} =t 247+e] 827 100%, 93.2%
o} 882%=2 JElgel. H pyloridoll #AAEA] & 3
ANA A=W o289 2 H, receptor antagonist
E omeprazole®] oS A3 ke EE v
A e Ao 7 vjeldrl(Table 4).

el mhE ks Atel7t ¢iA BAENA
“HTable 5). A=} Aol u}d FoRr$Ex 20-30
A AAA A 50 Al M ol AR eR
TR IAM Folah 2 Aoz vl (p<0.02)
(Table 6). ¥4 ZMY AHo] gl BAplM 2A A
W el e AR Bokrgwrl o ¥4
et A7 AW AYo] B EE AT F
23 842 BAMEgETable 7). o|218 A= A4
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Fig. 4. Age distribution of patients with relapse episode
(n=38)

Table 4. The compliance rate for different regimens
(p<0.04)

Drug protocol Compliance
H. pylori %¥’JOMP+AMX+TDB  55%/59% (93.2%)
CAM+TDB+H2RA  159/178 (88.2%)
OMP+AMX+MDZ  129/129 (100%)
OMP+TDB 59/79 (71.4%)
AMX+TDB+H2RA  29/29% (100%)
AP ANBEMDZY w3 1vg (100%)
OMP+AMX+CAM  18/173 (100%)
TDB+H2RA 1%/1% (100%)

H. pylori &7 H2RA andlor OMP ~ 9273/127 (73%)
Total 1847 /2267 (81.4%)

OMP: omeprazole, AMX: amoxicillin, MDZ: metronidazole,
CAM: clarithromycin, H2RA: histamine2 receptor antagonists,
TDB: tripoassium dicitrato bismuthate

BRI B A FI3A Feletehp<0.006).

2 fzele A B 199 97 39 AR
b 2299 213 Aol RS} FEaE o
179161 34T 28 5e] Sk a ol A

Table 3. The analysis of different drug regimen for each diseases

GU(72) DU@) GERD (3) GU+DU (19) GU+GERD (74) DU+GERD (12)

H. pylori %1 OMP+AMX+TDB (n=55) 19
CAM+TDB+H2RA (n=15) 8
OMP+AMX+MDZ (n=12) 5
OMP+TDB (n=5) 1
AMX+TDB+H2RA (n=2) 2

OMP+AMX+MDZ+H2RA(n=1)
OMP+AMX+CAM (n=1) -
TDB+H2RA (n=1) 1
Hpylori €4 H2RA and/or OMP (n=92) 36

1

0 9 22 4
_ — 6 1
- 1 6 -
- - 2 2
_ _ 1 -
— 1 —_ —
3 8 37 5
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Table 5. The compliance rate for different diseases
(p>0.05)

Kor. J. Clin. Pharm., Vol. 10, No. 3, 2000

Table 8. Patients with H2 receptor antagonists and
proton pump inhibitor combination therapy (n=17)

Disease Compliance Disease 2} 4+ Combination 3t B2} 4= (%)

GU 729/88% (81.8%) GU 72 6™3(8.33%)

DU 47/6™3 (66.7%) GU+DU 199 39(15.8%)

GERD 3%/59 (60.0%) GU+GERD 747 87(10.8 %)

GU+DU 1999259 (76.0%) DU 6% 0

GU+GERD 747 /388 (84.1%) DU+GERD 147 0

DU+GERD 125/149 (85.7%) GERD 59 0

Total 1847 /226 (81.4%) Total 1847 179 (9.24 %)
Table 6. The compliance rate per age and sex (p<0.02)

10%) 207} 307 40y 50°H 607 707 80t A

HA M:F) 0:2 18:16 55:33 37:16 13:9 12:9 2:2 2:0 139:87
drop-out (M:F) 0:2 4:2 8:12 4:4 0:0 4:0 0:0 0:0 20:22

compliance (M:F) (%)  0:000)  14:12 (76) 47:21 (77) 33:12(85) 13:9(100) 8:9 (81) 2:2(100) 2:0(100) 119:65 (81.4)

Table 7. The relationship between compliance rate and previous GI disease history (n=226) (p<0.006)

GI disease history/drug compliance

Dusease Y/Y Y/N N/Y N/N
GU (n=88) 8(9.1) 4(4.5) 64(72.7) 12(13.6)
DU (n=6) 0 2(33.3) 4(66.7) 0
GERD (n=5) 0 0 3(60) 2(40)
GU+DU (n=25) 2(8) 0 17(68) 6(24)
GU+GERD (n=88) 10(11.4) 2(23) 64(72.7) 12(13.6)
DU+GERD (n=14) 5(35.7) 0 7(50) 2(14.3)
M 139(61.5) 17(12.2) 2(1.4) 102(73.4) 18(12.9)
Total  F87(38.5) 8(9.2) 6(6.9) 57(65.5) 16(18.4)
226 (%) 25(11.1) 8(3.5) 159 (70.4) 34(15.0)

o7} Sl ALz eyl CLO7F 24 A= F
2 A7K] cimetidined ARl omz o8] H]JJ—
2 ¥k

H, receptor antagonist®} proton pump inhibitor<)
WHgae] 184 F 1744 7Y o] Fof Hh
olF 7 ofEe WEewe dEaT vIA A
7} Bgslof sl =9 45 FAIIL, o= <l

F28-5 37 AlA 28HE SRR olE 3R}
' EF A% TRIE ddem CLO test A%t
7F S A7t A2 wakoh(Table 8).

Relapseme] &4

% 2267 F 18490] FE- QMo F XFEF WIgke
g el Fate] AEEe] Bl Auile 3
A7 387(20.65%)2A el SAct. oleldt AdEe] <3k

=

L2 At FodF FHe met 2}

o7 QLA EAsllch A 24 A % mE
oA GRS Feln glglom Y B

of whE A E

Table 98} Zc}, Apde] B 3}

Z}(n—38“5‘)«l EAoz Awrte] Aol gt A
dto] ® 3ixle] H@ddE 44 2A A R
%z—ab_ 5009} 60t A AR el AHsod

oH(Fig. 4). =3+

4:317] AW 7% (disease history)

= FAZE IA debged Al e Al
Al gl %'E%J(E}(p<0 05) (Table 10). A% Al H.

pylori&] W3} ==

Az AHLsEE el
(endoscopy)?} CLO testE® w5 AAA] &}A] ¢lol
Al EAe] Brlssidct

AEE BT

AAFS S

SAES RIA Aot 34
e I AR

3gle] #Ak AR
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Table 9. Relapse rate per drug regimen*
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data : A9/ AA A (%)
GU GU+DU GU+GERD Total
OMP+AMX+TDB 8/19(42.1) 1/9(11.1) 5/22(22.7) 14/55(25.5)
CAM+TDB+H2RA 0/8(0) 0/6(0) 0/15(0)
OMP+AMX+MDZ 1/5¢20) 1/1(100) 1/6(16.7) 3/12(25)
H. pylori %A OMP+TDB 1/1(100) - 1/2(50) 2/5(40)
AMX+TDB+H2RA 1/2(50) - - 1/2(50)
OMP+AMX+MDZ+H2RA - - 0/1(0) 0/1(0)
OMP+AMX+CAM - 0/1(0) - 0/1(0)
TDB+H2RA 0/1(0) - 0/1(0)
H. pylori &4 H2RA and/or OMP 8/36(22.2) 2/8(25.0) 8/37(21.6) 18/92(19.6)
Total 19/72(26.4) 4/19(21.1) 15/74(20.3) 38/184(20.7)
*: diseaseol] A 2] &3t 2A17) ¢l = 7 - DU, GERD, DU+GERD
Table 10. Characteristics of patients with relapse episode (n=38)
GU GU+DU  GU+GERD DU GERD DU+GERD  Total p
N (%) 19(50) 4(10.5) 15(39.5) 0 0 0 38
SexM: F 14:5 2:2 11:4 0 0 0 27:11 0.235
Age (years) 44.1 423 44.9 0 0 0 442 0.561
Smoking (%) 13(68.4) 2(50) 11(73.3) 0 0 0 26(68.4) 0.259
Alcoholic (%) 10(52.6) 3(75) 10(66.7) 0 0 0 23(60.5) 0.341
GI disease history (%) 6(31.6) 0 3(20) 0 0 0 9(23.7)  0.135
A FAG A B Fel7) BN o

BA) S sh= Ao} obd oE zlkabge] Hagt
< YRGS A AA] #3RE 2E CLO test= 38
WE 158(39.5%), WAARAR: 174 (44.7%)1 M7t A
Alste] HA 226% 5 22U A9 ZH7F 81.4%, 95.2%
RARE Az A AHol7) A3l

A8 Ftel X B (cure)s AR 7’(}01@—% B
s A ARl M F9(p<0.001), S5(p<0.001),
A W (p<0.05)] 25 F4 A w3 (Fig. 5)

FERW wWE HISERE ulwslBEE tripo-
tassium dicitrato bismuthate+clarithromycint H,RA <F
=819 A2 31 omeprazole+amoxicillin+tripo-
tassium  dicitrato  bismuthate (93.8%), omeprazole+
amoxicillintmetronidazole (100%) SW-2- B2 % 7}
4] 3 vrebdei(Table 11).
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Fig. 5. Comparison of patients with relapse and cure
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Table 11. Relapse analysis per drug regimen
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Compliance n (%) Relapse n (%)
OMP+AMX+TDB (n=59) 55(93.2) 14(25.5)
H. pylori A CAM+TDB+H2RA (n=17) 15(88.2) 0
OMP+AMX+MDZ (n=12) 12(100) 3(25%)
OMP+TDB (n=7) 5(71.4) 2(40)
H, pylori S4 H2RA and/or OMP (n=127) 92(73) 18(19.6)
Total 184/226(81.4) 38/184(20.7)

*H. pylori ¥ A AAEEE FERY $lES AL AL YA dud
AMX+TDB+H2RA (n=2), OMP+AMX+MDZ+H2RA (n=1), OMP+AMX+CAM (n=1), TDB+H2RA (n=1)

TollA BIE= 73%el vlshd vlas o2 whyEol
o A 65.6%, ARG 80%2) WREE Zht
70%, 90% oldelA kAl Az} vlwA] A BAE
At HAGETE AolAA Aol FEo] B
A g 72k fAbale

el AbEHe] Algz Aspg A S A
o MEE M ARE A7 2 Aa §d
o] ¥F Bt & o] & A4S FE IAYE I}
& 4 o Ao AL oEe] B RE
A A RS FMATIE ReE 14
A, e gl |E zlel= Qo] H. pylort %
Al 7AF, vgol T Afdd B3l ¥
Aoz viepget. webd FEeHe] A H pylori
o -7, B ARSslEE Fo] ofEo] ulel e
ofof 3},

19 W S48 Ate] BF S Aol A
g A Bl A% Al XS dutsls A
Aol Yoate ALES A7) sl &
Aol 3t oFEe] Eekx|=r} Hgsle)el ol Ay
g R AR A H pylori T2 &4 £-571 2
A A7 glemz o] Ry FEewS
A Al Flol obd H. pylori T2 52 A&
d3te T ARG F 8 AYE oA MS)ok 8t
 Ao] wigz|sid.

FA2 I 5, A F 9A%E FeE, 3
A 23] WHol gls 5 oFEel ukslA 4= 4
ol &S W 4 o] oldl #Ad} JAY AF
2] FaAie] Zpxd)

GFE Qe E FEgxe, ALE A} A F
2 AME FES8Y FolAM H, receptor antagonist+
tripotassium dicitrato bismuthate+clarithromycin®] =%
SRlo] Apkge] wig- Yorm2 I pylor} FdQ
ARl A 41 5 gl FE8¥eln omeprazole
+amoxicillin+ripotassium ~ dicitrato  bismuthate$} om-
eprazole+amoxicillin+metronidazole®] Foj: Bof2-
=7F A3 $3kEE Apde] AY ¢l Ao =

AR AelAgAY BAAA FHY 4 e HEL
gole.

2 £

B2 Yl g Fof e A F A
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30% AETe] A A ABAR ARslE Ao
2 9] 70%= oFE Al 3l xukEe] AR
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EAHGE W] FEAYE Fol e 3R F
10.7%7F 23pd Aokl A 2 A} Aoz R
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el FAlo] 87T el

A3 A XBol oM EBokegmr) vy ¢
2 A 23] HHaL, =3xpet SR Aol wlw
A g2 JHckEAl, 4, &5 A A9 A5
Zql Fele} B =r) Pastelet Boh JA) kAt
7} k3 (pharmaceutical care)E 38l ¥ 4d
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3] HbYskaL ¢l3 w3l BopAlekal Aol o3l o))
HHo03 o AL Holx AXr|AS, 53] 43}
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o 20% AZL] AUPA A AEEE A XBR])E-E
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