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ﬁunﬂﬂﬁmu:uaﬂiinﬁuﬂqnfﬁmqmhnﬁufu Taollaai Mic,, vesszuendFaiu
ADIBDT (Tytgat, 1994) 9INMITANMIVEY Cederbrant HATAWE(1994) U in vitro il
diudr pH 90 55 dlu 72 @M Mic, anaulizinm 3w Goddard UdzALIE
(1996) Famsanuszdunezyenddaaulniesvenszmzems TaoliTeiiwalaa
wiormaoniwduozuenddadu  wuimaSinunezuenddadunazsdungagaly
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ihdeoveanszmze e 1#iuloinn lvniwdwganiule 18iuomaenindae  ud
fraction ¥0eBzUBNAFTAAUATUHMBOYNITIMZEMITM 2 nguliuandraiy  UFinas
yhdeolunszmzennsanaunnile 1diuTetinaTan pwnan1dinFunun
n:uanﬂnﬁuﬁnwﬁ’umﬁq«ﬂuﬂnmnmﬁmnwunfm&mﬂnnm dmiumsfinuives
Cardaci uazamz(1995) Wnauandueonlll ndnfe milindudinsudinsananingu
uazToliwnlanileWiwivesvonddadu  lifinaumsgaduezuenddadudr iy

iiedenszimzons ” iuvesezuendiaduuas Teiins lyasniina
Buq Tmda /

et lsnnmdoy @ﬂmmnmqﬁumndam'lulﬁuwu
dmiunaaplfivany dnqite I ddoyaiiIndiftvaiy
ffigndeaniiga

pruUBNF VA

. AuTNUANLE
1.1 qnnﬂuﬂl [28-[20,50,6) [mmnu[mydrmyptmyﬂnoetrllmmnl 3.3-
dimulhyl-'?-nxo-4-lhia-1‘aﬂicyclo{lz.ﬂ]Mtan:-z-carbnxylicacid;{-}-ﬁ-{l-amth{p-
hydroxypheny ;J:u’&l-’ﬂ}mm’w&Jm:iﬂmm-Hmwﬁc

T L R Y r T ——

Amoxicillin trihydrate
C,H,N,0,53H,0 minluana = 419.46
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13 dnvuziumedvn Wifindu seovn qavoeumahiy 194 C

1.4 Tnuenidailuniasou a1 pKa i1 3 A1 1Aun pKa Y03 amine fiAuviiu
749 pKa Y84 carboxylic acid JAWMIAY 268  uar pKa 04 phenalic hydroxyl 1
1M 9.63 (Goddard et al., 1996)

1.5 anuauInlumsaza pxupn@®aau 1 niuazmehnii 370 ua.
azawlummuen 2000 1.0, (Gennaro, 1995)  Nazaeluenaru wudu iofiaezdian
uaror¥laslulasd |

wanuaznivay  Tae poezuendFanuinatu1dTa
uuniiGondadudoifughdun — A nuREMUAIRAIAIYEIN
il hitignilumss o D H. pylori 1 in vitro Aioud19@
i MIC,, Yszanu 0.1 o gunsAsuIveaied (Tygat, 1994)
Suldimahezuenddaauudflsins s nuimaie e Taolimfunwiiady
wawgliuudaitndian ' =

ozuondFatmiluniinudenzalunizimzoms uazgngadylumaudu

01113 144 liﬂl%&@ﬂﬂﬂ%@w B%ﬁlﬁi’uﬂwmu v19QNAATY

Wlsanar 5662 % (Westphal et al;, 1991 ; Loo and Riegelman, 1968 quated in Westphal
B L L e —
FFoaudrawlnh 1Alia dvaldiih 370 wa. lunsazawezuenddadu 1 niu (Hoover,
1975 quated in Westphal et al, 1991) nsAn¥IzAUNgaludiuvedihousazauil
anuuanArdunn  Weldviiae 1000 w.n. wuszdungegaludivegszritnamudy
$u 2.45-15.15 uA.nLA. Aanlszana 75 WA (Cooreman, Krausgrill, and Hengels, 1993)
uaziii AUC,, Ussanat 29.7 1.n/n.ax¥.u.(Westphal et al., 1991)
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dgmaadamivdgid 005 i AVUIR 250 WA WusEAUOIgagaly
i:i'u‘luw:ﬂ'lﬂﬂam*uiub ﬁl finm 1 T udluvasii
2113 4.3 uA.N AL
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ThhezvendFadumn14) #lddndaudu  #itins
Ao H. pylori Qo 1qvoariedonszimzans Tinhiy
Hu:*-ﬁ'umqqqa'lun'fmﬁﬂni*m FATA ) dszanu 0206 wA.nALD
(Cooreman et al., 1519}1 Faganim A UOgEBgiNes 30 i 90
YuvzanaIod I InE 6 AT 4] Linmsanunludainaaeands

1450 4 iﬂuw-'h.igmﬂﬁi_ ; 113 a..a@ewslu et al, 1995) Feewiilu
tmjnnm.lmﬁ'l'hfm::ﬁmhp'l-ﬁ'a.,unnmummwmaaﬂumwnf’iwﬁnm'lﬁ'

ﬂ' w %’%wlgw gqﬂsﬁ %  9WMINTLIWN

Thamnahuveteme ¢ - &
VAARBARIHR V1A
pzuendFanu lignuldounlaaluianme  gniueenmalalasasilugilves
oxuendFadulszinm 80 % uazeruandlgniueenlujdvesnsamuiiFaasdnlszum
20 % el luglnimlsemuiisniiiiavesnsvianogszning 094-1.24 $2Tu
(Brogden et al., 1979) thﬂi'um!mm:ﬁﬂ‘mﬁﬁnﬁﬂmuwq'lﬂﬁﬂﬂnﬁusﬂri'm'fqﬁnuw
vy wuhemns Wilnademsfunezuenddadusenainiieme
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1. queniAmanenmuaznil (Budavari, 1996)
1.1 qnﬂnﬂ ¢ S-methoxy-2-[[(4-methoxy-3,5-dimethyl-2-pyridinyl)methyl]sulfinyl]-1
H-benzimidazole
12 gasTasaada:

15 Teiinnlwa 4 pisgzawh 5000 u.0. azowluueanseen 25 wa.
(Gennaro, 1995)
. e
2. qNEMAnE
2.1 Iﬂﬁ“i'lﬂ'ﬂﬁmlﬁ i um-:@mmsﬁﬁﬂ:*ﬁmmwuﬂ
mummﬁm 910 antrakG-cell Tunszimzems  MiNs2aY gastin Tu

S iﬂ‘lu ﬂ:ga% WM@ ‘iﬂqm ﬂnmnw'luﬁ‘T

naned ‘IH.ITI % hypergastrinemia ﬁ‘uﬂumu 1N gastm cell hyperplasia

nwn*ﬁ}'lﬁrﬁ:ﬂu&tﬁlw&] %ﬂlﬂ:ﬂb%&l mﬁlwuuuu'm..'lﬁm

ouilundunaw wuhwansdudinandansam i gasin 81 gastrin dnhi
2 061 A0 1) AUAUMINEINIAIN parietal cell IMDADUAUBIABEMIIHTONMINIA0U
mlaswes pH  lunszmizenns  2) nszdumsiigvoasadibeynszmizernuing
oxyntic area FuiluuTnuinsndnsalunszmzems
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3. nalnmieengnd
» W » »
Toilws Twodiwalunsdudansndansadugahe  Taoldudududiond
4+ . 4 4 1 & ;
H /K ATPase W03 parietal cell Tunioenszimzemns wmhfhilinsudinsaein parietal
oW [ L4 [ -
cell tosnifundudidugamolunndiniae Sermnsedudimsndansanaanizlng
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