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The Trend of Eradication Rate of Helicobacter pylori Infection
and Clinical Factors That Affect the Eradication of First-line Therapy

Dong Keun Cho, M.D., Seon Young Park, M.D., Won Ju Kee, M.D., Jeong Hyeon Lee, M.D.,
Ho Seok Ki, M.D., Kyung-Won Yoon, M.D., Sung Bum Cho, M.D., Wan Sik Lee, M.D.,
Young Eun Joo, M.D.,, Hyun Soo Kim, M.D., Sung Kyu Choi, M.D., and Jong Sun Rew, M.D.

Department of Internal Medicine, Chonnam National University Medical School, Gwangju, Korea

Background/Aims: Although triple combination therapy containing a proton pump inhibitor (PPI) and two anti-
biotics is considered as a standard regimen for the first-line anti-Helicobacter pylori treatment, the recent trend of
eradication rates following this therapy has been declined in the last few years. The purpose of this study was to
investigate the trend of H. pylori eradication rates over the last 9 years and to evaluate are clinical factors affect-
ing eradication rates. Methods: From January 2001 to June 2009, H. pylori eradication rates in 709 patients with
documented H. pylori infection who received triple combination therapy for 7 days were retrospectively evaluated
according to years and various clinical factors. H. pylori status was evaluated by PC urea breath test 4-6 weeks
after completion of treatment. Results: The overall H. pylori eradication rate was 77.0%. The annual eradication
rates from year 2001 to 2009 were 78.9%, 72.5%, 81.0%, 75.0%, 79.1%, 77.1%, 77.8%, 77.8%, and 75.0% by
per-protocol analysis. There was no decreasing tendency of the eradiation rate over 9 years (p=0.974). There was
no statistical difference in the eradication rates according to age, sex, smoking, alcohol, NSAIDs, underlying dis-
eases, endoscopic diagnosis, and PPI. However, the eradication rate was lower in patients who took aspirin
(OR=0.509, 95% CI=0.292-0.887, p=0.001) and antibiotics within 6 months (OR=0.347, 95% CI=0.183-0.658,
p=0.001). Conclusions: The H. pylori eradication rate has not changed at Gwangju-Chonnam province in Korea
for recent 9 years. Lower eradication rate in aspirin and antibiotics users warrants further attention. (Korean J
Gastroenterol 2010;55:368-375)
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Helicobacter pylori (H. pylori) 7r3< WHA AAR 94,
&S99k, Al B-AlE 7 ZE(mucosa-associated
lymphoid tissue lymphoma, MALT HZ%) 52| Fa3 d9l
ot} &l 7k el 220l H. pylori AlF 88 744
gt Ak n| A A|Q] = Z EH = o A|A|(proton pump inhibitor,
PPI)ell 271€] &A1 A (amoxicillin, clarithromycin) & F7Fst=
PPI AHA| Wit awlo|™ > AlF QWS H. pylori %A &3}
AAIKS] A WA 8 A= MALT JZ2%F9] X85 ol vl
$- &y} 9l uhyoltl PPl AHA| WS 237l e &
}HQ Ao g dHAFANRY, A HAES ST A&
o] Zk4=sle] 70-95%2] wli-¢- thekdt Harge] vhe s glo
o, Tl E 753-872% % Bl Zashe Ade B
o] QI ral A AFES A% 9 Aol we} v}
2 Aol dgS Fv= AR 3L Kol & Holar gl
ok ololl AV H. pylori DR AF QW< AFEI}
Adgol w2 I dAES 48t A; skt

CHAF I b

o X o

I

1. O

20014 195 20099 647kA] Atz ol W
slo] AE91A WA AAE H. pylori A2 ERlE]
31 PPI, amoxicillin, clarithromycin® & 4% AH4] @S- 1
FL AR F AT o5 FRlo] s 709 & T
oz FyHon 2ARsid:

1) H. pylori 24 EIth

H. pylori Zt5dod 55 =lslr] Sl 45918 HAA
HAE sto] AR AAE A =255 29 H pylori 7+
d e AFeaFAa4L A Hrapid urease test), ¥

Giemsa & AlYslo] o= sk FAo] YheH H

a4 QAT 6l dol AZelA] 24417 A3t

AsloAct 24X 7F Foll i AL e AR a4 AL Ao
AL FASH H pylori 9422 I3l o, Ao
Aoz PEEd i ow gegict W Giemsa 342>

)

]
EE55 AFSI 4 um] FAZ v 3 H pylori coloni-

25 2] 119, Helicobacter pylori Y2} A7+ 2wl AlFE& 369

2) H. pylori Hit 2%

12} AT 9 2 Z& PPIoll 743k A4l @90 & amoxi-
cillin 1.0 g, clarithromycin 500 mgS- & 23]4 45U F<t
583131t} PPIZ 3= pantoprazole 40 mg, lansoprazole 30 mg,
esomeprazole 20 mg, rabeprazole 30 mg % ¢ 7HAIE 1€ 1
3] e 1Y 23] -8k

3) H. pylori NI& ©H

A ARE T o AR AfollA] A HEEol
80% ©]-d2l 7397+ ZE3FA]Z1 PP (per protocol) Ao Z H.
pylori AlTHe ER1s1G]e) AlTe] Agodie X8 T4 4-6
F F PC-QAIVNHAE Aldeto], SAoE U A5 Al
Foz DAY L3 HAE 240AAIUBITY,
Korea Otsuka Pharmaceutical Co. Ltd., Seoul, Korea)S- ©]-&3&}

Ak

F9l F9 A2 glelgleh. $FA FF 100 gram
ol gl AT AHE AR Foleha uSFAE $3
uhAA) AV 100 gram wIRE SRS A= sl
T H. pylori AT ARE 7170 2 vl e 20| = e lsh
oF2=31R1(100 my2d) & Folshar ghie AE 22t nl vl 2ol
E2qdAl $§F} ohisll HgT oz Folehn oY ol
ol GRS SEUD AE o)A YA 2gT o el
Slslek

3. SAHANzZ

SPSS 17.0 (SPSS Inc., Chicago, IN, USA)Z o]g-&}o] Hlad
SHGE chi-square] & AI3¥EFAIL, A4 Wl tilA
< independent sample ¢ testE A|eYs}lA ). A3} A4 9l
A12] FAIE whil g 3| EA] Fol] folgt M-S thi
FA =¥ 378l E3hslo] EAS Als¥eisicl 5AIA
 FoFF 005 H|te g sloich

e a
1. CHaH &Xfol 8o

Al 23k A o 709 ol At H A 4511,
oAz 258 oz W HlE 174 : 109tk AF HAE
11-87A12 H3+ A 549+13.941%ck. Al FAA=
289% (205/709), ©FA A= 37.5% (266/709)3c}. ol~3]El
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E872 99% (70/709), H]Z=E| 20| A4 A BT 34%
(247709), oA FAA| EET 6.1% @3/709)% ek i+ A
ghol e A= 31.9% (226/709)%1 o™ uHY Ak iy
10.0% (71/709), 3283}t 17.3% (123/709), BHA X143 0.7%
(5/709), wtA 7HA3SE 73% (52/709), "HA A&k 2.1%
(15/709), A& Ak 3.7% (26/709)%Act. 2] WA A
k2 LIk 315 44.4%), HolAAAHISF 1617 (22.7%), H
HAlkzt Aol Aol FakE 97 57H8.0%) 019>
W, 1 2] o] 176"(24.8%)2 2 1% 777H(10.9%), &
Z 439(6.1%), IAZE 38H(4%), 2719 10%(1.4%),
MALT ®ZZ 794(1.0%) s=°]9ch(Table 1).

2. HiZ 2 = MzZe

1) &t EX0| W2 NS

PPIof| &7HsF A3 AlF 99e X8 EIE PP (per
protocol) B4 wl, AA AFES 77.0% (546/709)%
o} G AlTFE-L 76.9% (347/451), A 2] AFES 77.1%
(199/258)F Aol w}E A& Xol& §IUTFHOR=1.011,
95% CI=0.703-1.455). A&l w2 AF&L 100 714%
(10/14), 20tH 86.2% (19/22), 30tH 86.8% (46/53), 40tH 75.7%
(112/148), 50tH 76.6% (131/171), 60N 76.2% (154/202), 70TH
ol 747% (74/99)F ERom FAR Aol gk
(p=0.581). T3k 604 wlnk 3kx}e] AlF-Eo] 77.9% (318/408),

Table 1. Baseline Characteristics of Patients

Variables

Age (yr) (meantSD) 54.9%13.9
Sex (M:F) 1.74:1

Smoking 28.9% (205/709)
Alcohol intake 37.5% (266/709)
Aspirin use 9.9% (70/709)
NSAIDs use 3.4% (24/709)
Antibiotics use 6.1% (43/709)
Underlying diseases
Diabetes mellitus 10.0% (71/709)
Hypertension 17.3% (123/709)
Chronic kidney disease 0.7% (5/709)
Chronic liver disease 7.3% (52/709)
Chronic lung disease 2.1% (15/709)
Coronary artery disease 3.7% (26/709)
Endoscopic diagnosis
Gastric ulcer 44.4% (315/709)

Duodenal ulcer
Gastric ulcer+Duodenal ulcer
Others*

22.7% (161/709)
8.0% (57/709)
24.8% (176/709)

NSAIDs, non-steroidal anti-inflammatory drugs.
*Others include gastritis, gastric polyp, gastric adenoma, early
gastric cancer and MALT lymphoma.

604 o4 3kALe] Aol 75.7% (228/301) 2 F-2]8k X}
o]= 319 th(p=0.493). F<I(OR=1.131, 95% CI=0.764-1.673)
I} £H0R=0.972, 95% CI=0.678-1.394)0l] & Al7F& X}o]|
= $9ick(Table 2).

2) 858 %4=0| IE MzZS

of2u|7l 58100 mgP)ell whE A& of=FR &
BollA 614% (43/70) % o} v]5-8-2] 78.7% (503/639)
of wlgll Y& AlFES EYrHOR=0431, 95% CI=0.257-
0.722). H]Z=H|Zo]| =4 A] H-8oll w2 AT Xol= ¢l
9rHOR=0.716, 95% CI=0.292-1.758). 2= 6714 o]} &4
A 58 HAH wE AlTFES YA E&7ollA 53.5%
(23/43) 2 A B89 785% (523/666)0l H]E &
A& HArHOR=0.314, 95% CI=0.168-0.589) (Table 2).
E83199 YA SFZ = cephalosporin 53% (23/43), qui-
nolone 32% (15/43), aminoglycoside 13% (6/43), penicillin 11%
(5/43), macrolides 4% (2/43), metronidazole 2% (1/43)%=0] k.

3) 7Id &t mE Mg

GaHollA 64.8% @6/THE AlTgo] FAFZE Fol3)
Al Yk O LHOR=0.508, 95% CI=0.301-0.856), &3} 72.4%
(89/123), TH A5 80.0% (4/5), WHA 7HA3E 73.1% (38/52),
b A3 80.0% (12/15), AEH A3t 65.4% (17/26)] 73
F Frolgk Zol= sk 714 Ak f5ol wE ATES
717 Aglo] Y= 73 78.9% (381/483)0] 7|#] Azlo] 9}
= 7% 73.0% (165/226)% F-2I3k Xto]7} §laArk(p=0.084)
(Table 2).

4) WAIA Zich @2 M8

WA Zlgtol] whE A& A1 76.8% (242/315), A
O|AAAE 77.6% (125/161), $1AIFT Aol A AA o] Fxt
= 73S 78.9% (45/57), L £] W 76.1% (134/176) 2 ZA1H
o2 Zol7t A th(p=0.971).

5) PPIS| ERet S0 M2 M2

z) gokAlel] wE AlF-&-2 pantoprazole 77.1% (280/363),
lansoprazole 75.0% (165/220), omeprazole 79.3% (65/82), eso-
meprazole 81.8% (36/44)%.3L, PPI Z5oll u}E2 AlF& Xfo|&=
MATHP=0.725). PPI -&-oll whE AlTFa2 19 13] 583
7S 72.4% (76/105), 19 23] 283 73 77.8% (407/604)E
FAR g o]zt 3ldek(p=0.222).

AEH 3ol Ayt odF Xol: glglrh dx A
F&2 77 2001492 78.9% (30/38), 200212 72.5% (66/91),
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Table 2. Helicobacter pylori Eradication Rates according to Clinical Factors

Eradication rate cOR 95% CI p-value

Total eradication rate 77.0% (546/709)

Clinical factors

Sex
Male 76.9% (347/451) 1 0.953
Female 77.1% (199/258) 1.011 0.703-1.455

Smoking
Non-smoker 76.4% (385/504) 1 0.538
Smoker 78.5% (161/205) 1.131 0.764-1.673

Alcohol
Non-drinker 77.2% (342/443) 1 0.876
Drinker 76.7% (204/266) 0.972 0.678-1.394

Aspirin
Non-user 78.7% (503/639) 1 0.001
User 61.4% (43/70) 0.431 0.257-0.722

NSAIDs
Non-User 77.2% (529/685) 1 0.466
User 70.8% (17/24) 0.716 0.292-1.758

Antibiotics
Non-User 78.5% (523/666) 1 0.001
User 53.5% (23/43) 0314 0.168-0.589

Underlying diseases
Diabetes mellitus 64.8% (46/71) 0.508 0.301-0.856 0.011
Hypertension 72.4% (89/123) 0.739 0.475-1.148 0.179
Chronic kidney disease 80.0% (4/5) 1.196 0.133-10.772 0.873
Chronic liver disease 73.1% (38/52) 0.796 0.420-1.509 0.488
Chronic lung disease 80.0% (12/15) 1.199 0.334-4.299 0.781
Coronary artery disease 65.4% (17/26) 0.550 0.240-1.258 0.157

Presence of underlying disease
Absence 78.9% (381/483) 1 0.084
Presence 73.0% (165/226) 0.724 0.052-1.044

cOR, crude odd ratio; CI, confidence interval; NSAIDs, non-steroidal anti-inflammatory drugs.

Table 3. Multiple Logistic Regression on Clinical Factors
Associated Helicobacter pylori Eradication

aOR 95% CI p-value
Aspirin 0.509 0.292-0.887 0.017
Antibiotics 0.347 0.183-0.658 0.001
Diabetes mellitus 0.687 0.389-1.214 0.196

aOR, adjusted odd ratio; CI, confidence interval.

2003112 81.0% (51/63), 200432 75.0% (60/80), 2005'd-S
79.1% (53/67), 200611 77.1% (64/83), 200742 77.8%
(112/144), 200832 77.8% (77/99), 200912 76.1% (33/44)%,
th 7 dxd AFES fog XolE Holx glsk

(p=0.974).

7) NZ89| CHHE 24
wh s BAoA H. pylori ATl F438 ghe B A

g

ST 3B (p=0011), ok=3]7 5-8(p=0.001), FEA| 712
2

Hp=0.00D°]aL ol55 vhiF 4L slgle Wl H
pylori®] 27F Al Poidt 4 A ok=dH 5§

(OR=0.509, 95% CI=0.292-0.887)3} Z|<= 6704 o] &2y
A8 A3 (0R=0.347, 95% CI=0.183-0.658)©] A tH(Table 3).

et

_T'_

H. pyloriv- 52t} Q1T 30tHellA] 60thi7kA] ZHed ol
70%E A o5 &3 geddoltk A LAY 3
2L, MALT "2%, 27] figte] AA & Al X855 7249
s FAsta glom, HE HAE sl =97t o
u fledolut 7154 AshEak $habEoll tHeliAl = =ake] o
A7} ek

H. pylori A7+ X8 o2 H3slr] AsliA= PP 4ol
4] 90% o]/, intention-to-treat analysis (ITT £4)oll4] 80%
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ol X8 AFES Koo} spr] FAl-fo| 5% olsl, 7}FH
FU 7ol X g7|7ke] il o]l Aol A
AFEPP £ 77.0%2 F2 AF&S Bk ol
U o2 2o e & o]zl figiehs

H. pylori Aol & m]X]= 9lo 2 ok 7H4, 3
A =%, vol, Fo, 25 Tol FoJh} MO o] Z
Al o Tl Ko w2
H. pylori S}A3A 2474 A4 22 20001 o] Aol metroni-
dazole, clarithromycin, amoxicillinl] T3t WAES ZH7}
40.6%, 59%, 0%%.21}t,” 20031 dlE 22 66.2%, 13.8%,
185%2 WAEo| Z7ksta 9ol &) Fufjel|A] 44 &
Wog AEEE clarithromycin, amoxicillinel] thalk WhAlo]
A3 S7bsla a5 & o vk o]# 3t clarithromycin,
amoxicillin o] gk WA 9] Z712 Aldg & FAE
g glon)) o]l QdFol|A AxH AlFE HIE glgle
o] FulollA] R e @Y 7| dFATet YA
AT ol QAFellA IAES U= H. pylori FA
3 GAA A AAE AlEEAl @9k7] wliitell A &
A WA AE7E Al vxle dgs A E4sA
Sk sARE, o] Aol o|Hell dAAE HEY
W 73S G AFES Bk ol 2T A B8
3l A WAool SV 7 glow] o] Z I3l AlFEol
743 9J9ls Aelrh e oWl ol gAlA &
& 7174l tigk Al 2ATL o] FolX]A] kil 671 o]
off gAA 58P A5 FAAA WA AlFgoll gt 2
AAQ1 H77t ofolA] Algkde] Qlrt. olof disl 3% 3
YA A AR Algell gk 23 A Q] 5ol e
shek

H. pylori AlTFell B mX]= Q1A kA H74 2
ol 71 Fa3t 94 AAE= A o)’ o AFE
gk AT 2 oAl H-8-Eo| 80% o449l sAES ute s
Asiglor g gat ==l gt Hrke & 5 gldek
o|¥] dtol|A] odiof] whZ A& £4 A2} 604 ke

—_

p

N
)
&
of\
fo
st
ko
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flo o
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Mo ot

A& 77.9%, 604 o] 42] A& 75.7%% SAHLRE
fFolgk Zlol= gloich o] AFolA= E ] FhAbollA

AlfFgo] ZolAtka Husiglor ® g AFAE 60
Al o]e] ghatol|A] e3]e] AldFgo] FHazslickal Bl
o] ololl el F3 A7} Bewlelel A=

o] f1dHre] Pl A HulE A RS

SHAA| Aol FhAawa S Eu) SR It f)4tell
2174t ARl amoxicillinol] °J¥F-S S+ PPI] thAtel] &
odl= cytochrome P4502] A5 W3HA7]aL 32} =5
Sof| k& 1A H. pylori Altell i3k X & AdllE F
7RI Baot 9o’ AlFgoll tidh Folo] o3k
B dollA Adelah ol dFollAE Altgoll A

u]x)2] gkt

S5 H. pylori®] 7o) ABA} Qom® S35} .
pylori®] AFE FAXR s Y3 Hav) ek’ o) &
FZZ AAPE AHAY S AL 7R s 94
THlel] g Fro] Algtoll ke vA g vk AWE
slaiont of¥l ol A e S5l wE A& Xol= ¢
St

717 Akt H pylorighe] Aol tidk ohekst A7}
Buxx glck o] QAo A= FuHolA Alfgo] T4
s oy o 1A Aglel uhE AlfES o3t Xfelvt
oAt 28 FH SAtellA H pylori A& 7H4=e] 9
S ZE AR njAERe] W3R Q) A Tt A
L ghEAQl Ao g QIS Al Ag-e SR 1%
WA e o Was|a gk wgk ¥tk 3xjol| A
< H. pylori 1] FHE°l =31 H. pylori 7Fdo] -&WA
3}e] vl Fofsle] AFD Alel] g F= Ao
deA ek FNFEA Shajoll A AAFlell Blel clarithro-
mycinol] tHF WA T2 H. pylori ZHd &0l 55 gk
AT7E YAET FNFEAG uk= vk ARA ghajoll A Al
T2 UubAly} xlo] 5 HolA| ekgkek™ wkAl 7H-A3hol| A
H. pylori Ald&o] v|a3] F31 AW FF ek A4
o] glrh= v glom® whAdw|ai = dgkCcoPD) 24t
olA H. pylori FFE°] =3 COPDS FZ59} H pylori
IgG A7} Aololl ool ApAIZL gl Bzl ek
H. pylori Al X| 8ol 7o =& PPIO] 932 9 44
L ggs v gAY A =] A RS
Z74A 7197 PPL A7} H. pylorioll 23 dkS n)x A
AS AAZa FedA ek ol Aol 47kA] FF
2] PPIol] W& A& Aol 91%ith Omeprazole?] AT &
HE 7o PPl whE AlTES vla2dk A=+ HE
FA48E dTollA PPI 74 9u|glE AldE Xole e
v F) AF|AE PPL F5oll uhE AlFE Zpol S Hol
A ¢k} I vitrool| Al PPI 7¥ell H. pylorioll tgt S+ &
Ho| xlo]7t glont oKk 14 Eu] A7} Al
AL ot e Aeg AZE ole] PPl A &4
cytochrome P450 2C19 (CYP2C19)9] A7} thedAlo] Al
ol daS v Aoz g#dA glol! olo igt 7}
T7F destelg) 7= 28] PRI Sl whE AT
zZtol7} gleks e HAZ slo] PPI &l whE A&
ol & FAEIAE W, A& PPIIY 13] 589t &%
PPI (14 23] 5-8) 7+e] A& Aol ik 200040l
whEE QEo| gdy)ie] PPl Skl whE A|lFE PP 2
)& X rabeprazole 20 mgoll4] 89.7%, rabeprazole 40 mg
oA 898%% S7ke] AlFE Aol7t Yek? shA
2007l YE-9] U7 PollA] Hgt ohE Aol A ome-

i



prazole 20 mg, lansoprazole 30 mg, rabeprazole 10 mg A&
A AlT-&o] 60-70% 2 Yo} 31-82ke] PPI7} H QS A4
st ek spA|ak PRI S5l W AlFE ool it
Hazh @A kol olof] thdt A7t & v Hestelet 47
et

ol QAFollA] ol TS B-&3F A5 H pylori A&
o] B Ygkt} FHT Aol ok~3]#le] metronidazole2)
H. pylori AIEH FH4G5 £ AE W 555 F7H17]
3 metronidazoleol] thet ZHrAl-S VA ZIck Huslgl o
o] * o2 AT AL in vitrool| A H. pylori AA-& AA|A
713 Al gt A4S SRR Barskleh
B kg dTellA] of RS B-8ehe frulel s 3] &
Ztell A 917d=tel H. pylori 7dEo] T ki Haslgl
th* o)X o}2Z| Y] H. pylorioll Tk WA #E 7]l
3l B o ARk, 8-8ke] ok ~]71(4,000 mg/R)S TH717H
Ag3t Gl A AlFgo] Wt glohe Bak gleky &
3k of23lle] TR EHlE oAlste] § W pHE #4

A71aL 91 W oFE s SRS EA AldE el
g F F & Aolrk® okavloll vzt oW ol
AutEl A= AR in vitro®} in vivo 7+2] XpolH o g 9ldt
7hsAdel AL, =4, gake] 714 Ask Fol A=A
AGHA, AA|, A At A ofxdllg B85 2]

7F AR How, g, 7|E Agehe 2el A& of
H& AH&Foke v Aol gick 2Bl g

& 713
3 zApel 4o o] Foi A7) Jraiglvke AldA el vk

A A & aH¥ F U W FulaE 7R A AT

H. pylori A& $13F 1} kAl PPI 4HA] Weka o]
dAAe] WAE F7HE Aldgo] 3T 4tk Havt
YA, FE AGA A HZ ol 7+ AlTES FE H
S ik vlEe] F=5E wksk A2 A& ok RlE
&3k 3k} A2 A HEE S 7HA shAtellA] U
Adge Hiek 35 AdeS S7HI717] S1sE 3 9
Al-goll ke vX= 4 Azt tigk A7t Al o

oF 3 Aolt}.

[=) OF
I =

Z&: AA Helicobacter pylori®] AAXE+= ZZEHX
2} Al Al (proton pump inhibitor, PPS ZZFO. & sl FF 4
A AT S-S F2 Agelm glou), 2 ole] delA

25 2] 119, Helicobacter pylori Y2} AT+ QW] AlF& 373

Aol A FHagela Buws 9k oo T od
7re] H. pylori®] A3t Aol & vl I4UAA
E Yol al skgick. CHab 2 8HH: 2001 1956 2009
W 67 A ayd A3zt ldste] H
pylori ¥R o2 gQlx]lo] FF Al Al 2 ¥, X8 F
A 463 F PC-2437) AR AF 87 F" 7097
o] S uideRZ dFelick Znb: HA| A H
pylori®] A& 77.0% ©lAck 2001FHE] 200913714 2
A AFEE 78.9%, 72.5%, 81.0%, 75.0%, 79.1%, 77.1%,
77.8%, 77.8%, 75.0%°1R.oM AEH AlF& Z4E 89
thp=0.974). o], A, FAE, 359, vz Zo| =49
Al 589, 714743}, WA RIgh, PPL &5 &5kl whE
A& Apol= glodont, A& obxz7l £ F9l 3t
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