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UNAALD

FFawnnsvasmsinunlsafiigdesiums
%él'\‘mw (acid-related diseases: ARD) ﬁm%m@imi
ﬁ’ugdﬂ’liﬁél'dﬂiﬂiﬁﬁ H2-receptor antagonists (H2-
RAs) L8 Proton pump inhibitors (PPls) 1%5]%?13’%
wdatslsfionadadfianvassngy PPIs Suldun ms
aaﬂqw%{ﬁﬁ WRUB3 Cytochrome P450 polymorphisms
dadsz@ninwuaden Namuqumméﬁm@lunm
nansdufisslid anuadosvessnlunnnziunse
Wudu vildludagdudsldannaivquainis
99 voslseldnanua 39mIwamw £ Potassium
competitive acid blockers (P-CAB) fa Vonoprazan
%aqmauﬁ'&@iuﬁa NINNBLNDURIDRAIBNNNT
A& sangnsi3 fudsmandnseleuin Ussdnsnw
maamvl,&iﬂ'ﬁuﬁ'u Cytochrome P450 polymorphisms Y
ANULEALIAIANIENTA FaNuUaeaduuazNatny
890987711 39v W vonoprazan swnInAeY
Iﬁmﬂﬂﬁaﬁi']ﬁ@maamﬁuEly'anmmjmﬁﬂunﬁ%'ﬂmBﬂ
MAsITaIRUNIWAINTA (acid-related diseases:

ARD) dialuluauna

‘quﬂs:am’mawwmmﬁfl,ﬁ‘aﬂumu
'sssmﬂismﬁmﬁum Potassium competitive acid
blockers (P-CAB): Vonoprazan luanu@4¢ laun
ﬂavl,nmiaanqw%ﬁaﬂa%lumﬁnm NATI9LAE LR
anutasansluszazen

Vonoprazan ﬁqmauﬁaﬁmﬁaﬂ’hmﬂa‘;w PPIs
Tuudmsdufanmnasnsalagiamzlunainansin
CYP2C19 genotype lifinadalszansnnuesen
wanaNit Vonoprazan 9818130un ladas1navas
8IN&§xN PPls 5uq LLcﬂ'amdvlsﬁmmﬁaamﬂﬁagadm
Inglldunanns@nwwuy Non-inferior trial ag@as
iam”a%laﬂ’lsﬁﬂﬂuﬁmamfa“lﬂ Tuudaasniu
ﬂaa@ﬁﬂéuq ﬁ'a@Taaa@]mw@%ﬁaa’mﬂ%mﬂmw:
IR
Adnwy n1sffutean1sndsnsa, PPls, P-CABs,
nsalnatou GERD, H. pylori infection, 1q i
1/52&9¢, Vonoprazan,
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Interesting Drugs

The Novel Drug for Acid Related Diseases

Rachaneeporn Chueansuwan, M.D.

Division of Internal medicine, Faculty of medicine, Burapha University

Abstract

Acid suppression treatments have revolution-
ized the management of the acid-related disorders
since the introduction of the H2-receptor antagonists
(H2-RAs) and the proton pump inhibitors (PPlIs).
However, a number of limitations including slow
onset of action, influence by cytochrome P450
polymorphisms, unsatisfactory side effects at night,
and instability in acidic conditions has been noted.
The major advance in the treatment of the acid-
related disorders has been the development of
Potassium-Competitive Acid Blockers (P-CABs), the
potassium channel acid blocking drugs which block
the K" H-ATPase K" channel. P-CABs are food
independent, reversible, have a rapid onset of action,
and maintain a prolonged and consistent elevation
of intragastric pH. Vonoprazan was recently
innovated as a novel, orally active P-CAB. This drug
does not require enteric coating as it is acid-stable,
and it can be taken without food. Vonoprazan
accumulates in parietal cells under both acidic and

neutral conditions. It does not require an acidic

environment for activation, has long-term stability at
the site of action, and has satisfactory safety and
tolerability. Thus, vonoprazan may address the unmet
medical need for the treatment of the acid-related
diseases.

To review and summarized the published
literatures to date concerning different aspects of
potassium channel acid blocking P-CAB including
mechanism of action, indication of treatment and
long-term safety.

Conclusion: vonoprazan is superior to
conventional PPls for suppressing acid secretion,
especially at night, and there was no difference in
efficacy depending on CYP2C19 genotype status. In
addition, vonoprazan was shown to overcome the
weaknesses associated with conventional PPIs.
Thus, vonoprazan may address the unmet medical
need for the treatment of acid-related diseases.
Keywords: Acid suppression, PPIs, P-CABs, GERD,

H. pylori infection, Adverse events, Vonoprazan
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umin

ﬂaqﬁum{fu5’\1mmé"aﬂmluniuww:mmﬁ
Nga Proton pump inhibitors (PPls) gﬂﬁmﬂ‘ffaﬂw
unwinaelun1ssneslsndis g lasanizlad
Lﬁmﬂaaﬁumiﬂgdmﬂ (acid-related diseases: ARD)
i lsansalnadan (gastroesophageal reflux disease:
GERD), WHALWNILABEIANT (peptic ulcers: PU),
myaadauuaiizy talauuaiaad Iwlals (H.pylori)
Tunsziwnzennns (udu

M3 Addsannavaslsafisadoaiy
mMInaInIe (acid-related diseases: ARD) Usznay'ly
fuszdumsiufinmasnsafitioome uazszos
nmnlumIniugunIniinialdasan 24 A luslagd
FuTnInsITEduANUd UnTAGIININNIIRI D
Winiy 4 azfinadanIvnsvadunauaznIoniay laa
udatnilafionn mlungy PPIs luilagiiudaasiide
dalunsld laud

1. Ingu PPIs daulngidasldzaziam
Uyzanme 3-5 11 Lﬁalﬁaaﬂqw§ﬂauqumwﬁlanmh
NIZNZAAIFIF

2. iw:nmlumiaanqw%ﬂaamnq’u PPIs
A ouTaE ldlimaisnniquisinmunialu
nszwzanmslaasan 24 $lug

3. enldfianaaiios (stability) lugnniznia
sansngniamslasnsalunsziwizenns ilidas
N’émmlugﬂLmuﬁﬂaaﬁummmﬂﬁﬂumuww:m‘mi
‘ﬁLﬂuﬂ‘m (enteric-coated)

4. mmwﬁagmmwmm (metabolize) W%
N13XN9NwBad Cytochrome P450 (CYP) 2C19 %dﬁ
anuwannasluudazyans lidannmamnagy
wanesiuluudazyaaa denaliszaumluininig
yoaudazauuandsiuly sonadananssnudle
Fanenudnsalumssnuntlaivinm

5. p1ngu PPIs dufludasTudsznunian
mmiﬂ%\‘iﬂﬁ"ﬂm5&%:"[.@‘1”‘1J5:§ﬂﬁmw§aqﬂ 483119
Fadurhlinislsingdu PPIs lulagiiudildaann
AILAVAINIIA vaslsnldvianun dnadaniy
Ranalazasnssnen vldawlddasusiomioning

‘hmﬁ;a"ﬁwmuqummi

\NEFINYI1VBIBING N proton pump
inhibitors (PPIs)

nalnmsnasnsalunszimnzamnsiiaduain
MINIzdu Proton pump WIuN19 H', K'-ATPase
Vs afinvsmadlunssiwzanmstiefinainseld
(parietal cell) %@Lﬂuﬁgwé’ﬂiumiﬁu Folunmanasnsa
va481n§y PPIs laglalasian 8aau (hydrogen ion:
H') azgnaiaangnizinizaIns (gastric lumen) e
LLaﬂLﬂﬁﬂuﬁUIWLmaL%ﬂu 828w (potassium ion: K*)
il weaafiHuNg H', K'-ATPase WEINTH
melwmadaziianmsasuwudaslagluasuaiua
828 (bicarbonate ion: HCOs') ﬁ]:gﬂddaamﬁ;auaﬂ
wWagnliaaelse Saau (chloride ion: CI) ngLoas
ﬁ%él‘dmﬂvlﬁ (parietal cell) K1N19 Channel L3LITh
Basolateral membrane lag CI wONaEdasang
NIZLWIZBINANT (gastric lumen) lassnunns CI channel
ey H' ilunsaunda (hydrochloric acid)

lag PPIs a:gnm:@ju‘l,ﬁﬁwmmial,ﬁaagjlu
Az TunIe LazazaINa b Proton pump weyArw
LULUN17 (irreversible inhibition) Ga8NNIET19WD
ladalnanunsaazilu Cysteine w9 Proton pump
awdunaliliianmnas H* ang Canalicul e
wanfulwunaideon (K 9 PPIs azaangn’ ldtanz
4297 Proton pump ayj’luann:ﬁgnﬂizéjﬂﬁﬁms
Wi H' Lﬁﬂﬁu"Lajmmmaanqw’ﬁrsluama:ﬁvl,ajvlﬁgﬂ
nIzeu sedosiairld PPIs lisansadufanis
¥iN91%wa4d Proton pump I anuaTiAindsaniisy
1 1509910 T1R89 Proton pump LN9EYNEHA
gnm:ﬁu‘tﬁﬁﬁmu’lmwia:ﬂ%a Fo1i 1o PPIs an
fdmeanlUain Canaliculi W&2 Proton pump Fui
wasuasfisatulug Tasanzlugisnanasdin
Seffamansarnanuliiiamanas H 1o ﬁwm@ﬁmi
1% PPIs ﬁaﬁwaﬁug’amsﬁwmmaa Proton pump
vl@Tgaqﬂﬁﬂs:mm%aﬂa: 70.0 uaz@adltiaaun
Uszinm 2-3 Tudsazldnagage WenNIw PPIs
Hiidasniagu g 1w anvlinuniedeilidasmin
g lustduuufiian 520957 PPIs WALEInN
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WuNUadtudie CYP2C19 SevinliiAaanuuandns
’Lumsaaﬂtrn%iuaamlua”ﬁﬁs;:é’umiﬁwmuma\‘l
Lauvlsnﬁﬁl,mn@haﬁuiﬂmaww:mjuﬁtﬂu Extensive
metabolizer uaz Ultra-rapid metabolizer az#inl#
Usz@nTniwaesen PPl aaadannidue

IN§¥INY1VBILINGN potassium competi-
tive acid blockers (P-CABs)

Potassium competitive acid blockers (P-CABs)
Lﬂumﬂf,‘jﬂmiﬁaaﬂqw‘ﬁfﬁugaﬂﬁiﬁwaﬁumad Proton
pump (H', K' -ATPase) Fatllwanlasifivhwinfings
n3@ (HY) 3NnLwas Parietal mmlfiaqmzl,wwzmmi
w1 Proton pump azifluihnanslunmseangnsues
pINgy P-CABs LﬁuLﬁmﬁummju Proton pump
inhibitors (PPIs) Lwimﬁv'mamg;uﬁﬂavlﬂlumiﬁu5'\1
AN3YN9UBa9 Proton pump Anandnsin laganes
WaNM 3R Proton pump asiiannuiamizianzasuas
sunsaduiy K leaunlugasfifinemas H @i
NfiEnanIand Uiy K wed Proton pump lefias
sansadufansnas H*vlﬁﬁ‘éammju P-CABs $980n
qw'ﬁfﬁuﬁz\imwéﬁ H* @28n139UNL Proton pump
(competitive inhibition) TudumsisfiAgadasiuns
aRUas K e

Vonoprazan Lﬂumﬁuﬁt\‘lmwﬁmmmjﬂmi
ﬁﬁlm”luﬂi:mﬂvlwﬂimmﬁqmauﬁ'@Lﬂu Potassium-
competitive acid blockers (P-CAB) 8§1aNT0EL fams
waansalaougdy K binding site 184 H', K" -ATPase
vuAnmaaninaanseld (parietal cell) lagass dna
nenlungwu PPIs figasiapwin Active from
31 Sulfenamide uiI&N9WHT Covalent fiL H', K*
-ATPase Lﬁﬂi]’u&iﬁmiﬁﬂmumm Proton pump

Pharmacokinetics

Vonoprazan Hasatsznavaaseniilu Pyrrole
derivative fianmativsgiluniiznia gnaadule
9137 I@m:@fnmlﬁugaﬁ\‘l Maximum plasma level
(Cmax) Molu 2 Fluandssudsenu sndeeateiia
(half life) Uszuow 7 Flug Gawuni PPIs Und
vlraansasudsznuivazeild wananitend

pKa (acid dissociation constant) Winnu 9.37 ﬁ‘ﬁdqd

ningdu PPl uazenngu P-CABs GBug Filden
mminLmﬂé’uiﬂﬁmaﬁﬁmﬁdﬂm (parietal cell) ¢
atnImIaL37 wazaNnInAsszdun lulSinaugsldidu
UL

Vonoprazan nLNINATTY (metabolize) NN
lagE U9 Cytochrome CYP3A4 Lunan Zaeng
310 PPIs daulmy"?igmmmmtyuhu CYP2C19
Zamsvnnuues CYP3A4 liflanwuandrsagied
wpddylundazyana 619y PPIs ﬁmﬂﬁaﬁgﬂ
WuNUadfudin CYP2C19 &98srauniIvinen
wananefwluluudazan §9in navesnisiuis
ANSREINTATIN Vonoprazan 3ilanuasinanalu
udazyanaunni PPIs ludiuvesdizenszwing
o1 1fia9nn CYP3A4 Huawlmiidnylunsvinli
vonoprazan waannsasdassziasyslumsldsiniu
AT namAginwse iU CYP3A4 auTasevules
Vonoprazan $28fiUsNAidasmInsalunssnzenmis
luﬂﬁ@@%w LT Itraconazole, Atazanavir WLag
Rilpivirine £1 Vonoprazan Qnﬁuaaﬂmai’nmﬂmu
mailaanne (3auas 67.4) UAZ@INTE (3wa 31.1)

Pharmacodynamics

Vonoprazan ﬁuﬂt\‘i H+, K+ -ATPase LUy
naule (reversible) Immmmaaﬂqn%{gaq@%\m@i
dose usNAisUUsEMW? nmsAnswuimasann
Judsenu Vonoprazan 2u1a 10, 20, 30 waz 40
faaniu uszozinm 7 T onaanInMIuUaNIzeE
nanfinszzanmsiianudunsesinni 4 (intra-
gastric pH > 4) 1w 24 $2lug (pH4 time) ld%asas
60.2, 85.2, 90.1 Uaz 93.2 ausauluuivainiy
muqumwé"anm’[unmﬂmuﬁu (intragastric pH >
4)éd93owaz 100.0 uilszmnsdilu uazSouas 90.4
lutszmnarmidingy’ vldmannaiuguanmslu
T29NA9AWLAE (nocturnal acid break through:NAB)
lasvnniIouifisuiu PPIs ud? Vonoprazan 21@
10 §a5n5u Tuazais a:aanqw'ﬁﬁﬁmmﬂwﬁ'u
omeprazole 60 JaANTN TUa 2 sy

Vonoprazan %aﬁulﬂuﬂi:mmfjﬂu&y’m@iﬂ
f.¢1. 2015 11 P-CABs ﬁﬁﬂi:'ﬁw%mwgﬂumsﬁu s
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M3¥191U84 Proton pump Lia9nsgaauTAnIg
o D M oA e soa
wilnlaaian taun n3ilen pKa wihnu 9.3 Gsfiadn

&) l:lld g 1 tﬂl 1 til g
uennianuduangs Luaagluama:mﬂunm
289 Canaliculi ¥inl# Vonoprazan {n protonate L&
SUEINTYINUVRS Proton pump lanudi wiaumu
o oM A a a4 o
azawuagfi Canaliculi lauu Falimsfinmiuaasls
. o -
AUINNIIRSRUVDI Vonoprazan 11 Canaliculi Tu
o X <
NINZAAIVBIRANTUMIUGS 24 Ta L UAZIAG)
1A Vonoprazan a1ansnaangniaan1InasnIa
1 =) v
lugranansdnlad
. . . £
fwTuanuLandsluswnIaangndIzning
P-CABs lagianizatndds Vonoprazan Lae PPls
v 44 . “
mmsnagﬂ"l,@m@mﬁm 1 TIANUUANG N BaNLIATD

H U 1 v Y U v 1 A€
n? lanan L laun P-CABs aansnaangnd
"Lﬁﬁ'uﬁ%é’amngﬂ Protonation &% PPIs ¢899
wWanulwegluzy Sulfenamide fiow szduaNuITNTY
289 P-CABs | Canaliculi ganilwaatszunm
100,000 i luwmueh PPIs azgIndndszanm 1,000

. o & o X o
Wi WA WNTTUEINIIHAINTAVEI P-CABs 2z UUNU
4 am s ¥ o
MA9TIa 1 ULE00 &IUNAVDI PPIs 92AUNLITZULIAN
i Proton pump anéuieiy PPIs Muaouwiiu
e a4 e e M
Sulfonamide uan Bnwisanuuandsfisan laun
g X o
ATeangndvedsndaiieatnns lavazuusihlisy
15514 PPls fauamisyszan a3 st lud wialven
N v . A ° o A &
28NOND b6 1UT197 Proton pump ¥inninfinainia
8% P-CABs 93814130 1WA uRIanasanIsn ke

o A a . o < . o o a
A13 9N 1 @1’13’1«3LﬂileJL“ﬂ?Jllﬂ’l’mLLﬂﬂﬂ’NsL%ﬂ"luﬂavLﬂﬂﬂiaaﬂm’lﬁ 3¢WIN8 P-CABs Uasr PPls (ﬂml,ﬂmmmanmsmaaa
Hunt RH & Scarpignato C. Curr Treat Options Gastroenterol. 2018;16:570-590.")

P-CABs

PPIs

&y v s Q/ . {
0angnDlaufinasaIngn protonation i H+ K+-ATPase

enzymes

- ST . 7
dasgnilfpuliaglugy sufenamide fiauaannn®

TTAUAINN L“u‘”wu’u'lucanaliculiagloﬂQ'ﬂul,ﬁ'a advzum
100,000 Wi

szduanuduiulucanaliculigininluifiaayszunm 1,000
L¥in

P-CABs L8991 K+ binding site 183 H+, K+ -ATPase

LUY competitive

Sulfenamide 8319W %52 covalent U H+, K+ -ATPase
VB EUEINNTYNNIUVEY proton pump

fiUEs H+, K+ -ATPase wuutaunauls (reversible)

§iUEs H+, K+ -ATPase wuuldfaunay (ireversible)

o & < X o . & A a
mmummwmmmaaa:‘uuﬂummamm‘lumaﬂ

o & < X o ¢ a
ﬂ’]if_l‘]JiNﬂ’]i‘ﬂadﬂi@]ﬁ]adﬁ]:ﬁ]uﬂﬂﬂ?ﬂ?d‘ﬁ’l@]“ﬂa\‘]

sulfenamide-enzyme complex

ﬂs:?m%mwguq@@f&umﬁmﬁﬂ

Yzdninngegalusvuiude 9l

T ulszaNTA VeI WL P-CABs KA
@aNIITUTINITHAINIALA 881971137 wasd

daeAnFnngs ﬁg@vl,ﬁﬁa WENIT IR ENTUIWILIN é’agﬂ

NI 4 1uszezaIwIwnin PPIs S9anunan
AN IRNARNL I uNalANITIE P-CABs RNUT:ANTHA
lunrsarnqumanasnsauazidudszlordlunig

7 1 wazawnsavinlien pH luﬂizLWWf:aﬁﬂ"]iga ARBNTELDS
with first dose P-CABS
s |- ... Maximum
E§ s g g g g \\  inhibition
! 2 3 4 5 Days
1% dose 2% dose 3¢ dose 4 d‘ose 5" dose
PPIs Cumulative effect . -
< § inhibition
23
i3 /\/\/\/\/\

1 2 3
4 ) )
1% dose

2" dose 39 dose

t
4" dose

“‘ 5 Days

5" dose

31N 1 keIt Al ITUTININaINIalauen P-CABs uaz
Curr Treat Options Gastroenterol. 2018;16:570-590.%)

PPIs aauladanniang1381984 Hunt RH & Scarpignato C.
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Vonoprazan % P-CABs fiin13@nusnnie
on o ve X .
munmﬂmgmmzvlﬂ Sun1stunsidowlnlalu
Usandlnows lasdasiliuas Vonoprazan tisatad
Q- = dj | a a
fun1znIalsadadunaniananuEaUn@uadnis
RAINTAWNTUNIZANANT (acid-related diseases) LLaz
o o | R ead a X o &
F193U1NT NI TERIATMLAATUIINNNTHU LTINS
ARINTAVRY Vonoprazan a9 nnslE PPIs L1
MILANVRITaS NN Gastrin MuLRaa (hypergastrine-
mia) lamaiauziSsvadszuudenSravinlsonin
- A ¥

szaznawnuransl maesyduleannluuazns
L%Uau(ﬂﬂ“ﬂE]\‘ILLUﬂ“?]L%EJELH‘KUUYIWOL@%EHW]S

UNUIMNVDI P-CABs IulsaftAsaTasnumy
RAINTA MANILLNIZO1ANT

Vonoprazan lasuluaynralilslulsaf
FUABTAUNTALUATZINIZE1WT (acid related
diseases: ARD) ’Luﬂs:mmﬁﬂ‘uﬁa ueit) w.a. 2557 lag
A v ] g =
ITa1eT Ae

. Snlsansalnaan naaaaIMITINLEULAY
a3 usI U098 0N 0N MITANLELIINNTA MR
Hon (healing and preventing of erosive esophagitis)
n1a agaudulsanwulagfiaanmsdeunauvad
I luraananrnsrinliiiaanms lag PPIs 1T
ﬂﬂumﬁfﬂm%ﬁﬂluﬂﬂgﬁu ugagdlsAaugIiTe
fﬁ'}ﬁ'@ayj’waaumiﬁaﬂi:ﬁﬂ%mwmaami%'ﬂmS Tag
4aU4B L5 INUed Vonoprazan @A Gastroesopha-
geal reflux disease (GERD) Sailulsnfiluilagiing
fgfthodwnunidiniainns GERD agudinag
1é5umIsnueny PPIs ag] laganizatnIganIsLie
M IlutInasdnlaswu i lEmISneneae PPIs
TazAII9ZWLR Nocturnal acid breakthrough (NAB)
Py . ) Ade o o
sz 4 u saunsdininwndasn PPIs Tuaz
§89a3932WU Nocturnal acid breakthrough (NAB)
wasanenlagaring 6-7 Flasfatszand 1 096 4
‘gl a 1 Aaa L o v v v tﬂl
Tallnadon N NIV 8 lvdasltaran

= tﬂl 1 | Y Y
LERULNDTIDAILANDINT Lﬂuwaslmﬂ'mﬂi:mm 1
Tu 4 lainawalawavasnishtenlun1ssnenens PPIs
=S a ' A Yo a k3

LLN:‘ﬂﬂﬂﬂ’]’iﬂﬂHﬂuLaL“ITEIW‘]JT]QJ%{‘]J’JEJLWEJ\‘Iﬁ?E]EJaz
13.0 ihnuianfanalanaves PPIs® E‘Edmﬂéjulmi

sztrwaailywniile

#1%5un15lE Vonoprazan luﬂ'ﬂlﬂ Non-
erosive reflux disease (NERD) 21NN13AN®N
randomized double-blind, placebo-controlled
multicenter study WundwwIni lifiamsuauson
nmdaﬂ"l&it,mn@mmﬂmg'wmmaﬂLﬁam’%ﬂmﬁﬂuﬁu
Vonoprazan 10 mg #38 20 mg WAWLI1 Vonoprazan
ﬁaﬂmmmg‘mnwmmnﬁ@ Heartburn b@@n31
Placebo 9w luB2963n7 U wazludnnisdnmn
wuihSavaz 69.2 va95thpfilden Vonoprazan fiszeiu

=< An AaX o .
mmwawalwazqmmwmmﬂmﬂ@Ummﬂm
GERD-Q score®

mulurﬂ'ﬂlslﬁlﬂu Erosive esophagitis (EE)
n3lt PPIs fslvnaluidunvinfawalaninsin lay
mwwﬂué’ﬂlﬂ Erosive esophagitis (EE) AU
320U C %138 D WUSATINIINIULNA LWARAAD1AT
atifisaunz 60.4 uaz 41.6 lFUAAN 4 uaz Sewaz
75.0 uay 74.7 ludanwn 8 wasnissnuneqy PPI°

=S d‘ = =) > 1 £Z
LAZANNNITANEINLUT I UL A B UNWIEHININIT LT
Vonoprazan W8z Lansoprazole Iué'ﬂusl EE 9Wu
1 dl s a 1 U tﬁld

nqu‘nvl,mu Vonoprazan fi§asuvesdioiiing
FNUBLNA FAA AT TNINNTININIANAT 2 Uas 8
e [ 4: a 5 ' ::' (2%
FUan# Luamzmﬂmquﬂvlmu Lansoprazole lagaz
= ] Qs U U ISId g;
Lﬂuwaamwmauslu;dﬂmmguﬂummﬂugmm
89 Ief 2 §Uanued Erosive esophagitis
grade C %38 D 1uﬂ§ju;§ﬂaﬂﬁvlﬁ%'u Vonoprazan §4
® v

fl93088 98.7 Lﬁmﬁﬂuﬁumjuﬁvlﬁ%fu Lansoprazole

Aao [%

AfidanmIneuauasiouas 87.5 wananiidinuin
§as1n15LAadn (recurrent rate) ¥a4d Erosive
esophagitis A 24 ﬁﬂmﬂumj’u Vonoprazan a6
nifiaflouiy Lansoprazole (3opay 2.0 Wiguiy
Jauaz 16.8 aua6u)”° I@Umqwamuﬁﬁdma:m
‘-n’mmi‘?ll PPIs L1% lansoprazole QﬂLNLmuaafﬁwﬁ’m
CYP2C19 Ssanlnelszanmiass: 75.0-85.0 1ilu
ﬂfcjuﬁﬁi:ﬁumiv‘mmmaa CYP2C19 41N (extensive
metabolizer) W¢ Lansoprazole Vlﬁwaﬁﬁqmlumﬁﬂm
§ie EE Afinvihenues CYP2C19 oy (poor

[

metabolizer) weag19lsiany nsanwiidn
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Non-inferiority trial 34 ldana13a 8] U'l¢41 Vonoprazan
Andnadelinpddyneaia dudninanadayi
W slE Vonoprazan lawadiidunalasasian
drednFanlunmsiinen pH lunsziwnzenms 9l
nM3lE Holding time ratio (HTR) AAaaNn&aaI
289528219879 pH luﬂSZLWWZEnW]igdﬂ’h@hﬁ
ABINT Imlmjﬂm EE ilnwuiswad HTR @a
L4 .
4NN 4 DINVI Vonoprazan RI1UNINAIANT pH Tu
nazinzanms B ldwuniuazinigthendunld
Ju Esomeprazole ILdz Rabeprazole lasaNuLANENY
o e - . “
HIFaRuAINAsUIN HTR wwizlugionansfu
« Snelsaunaluniziwnzannisuazan l&an
%A% (peptic ulcers)
=2 . A
M3ANBI8d Miwa H. wazamz wudgis
WHAlWATZINNZE11T (peptic ulcers: PU) A la5u
A o ::' s 6
Vonoprazan $8031N15A1820IuNaT 8 FUaw
Uszumiewar 93.5 Gelidauninguanflasy
Lansoprazole saufiapunaludldidnaudu
(duodenal ulcers: DU) WUIE@IINNTWIEUBILHAT
6 &Uan% lidn9anuIzning Vonoprazan uaz Lanso-
prazole'" laslsAuKalunIziwzaImns (peptic ulcer)
A o o . a o o A ° @,
FRANMSIUMITNBNTWALIAY EE wda vinlwen
Fao 4 4e Laea
pH lunszinnzannsgaduliunuigadenazviliiia
£ = zg = =1 d' 1
MIRVIBLNA LGTIASWNAY IapRnsanIAinudn
Vonoprazan T8l lAam s wunauazyin linana
adldanindaasiaiad 8 fewlugiefivi Endo-
scopic submucosal dissection (ESD) LN
- dasfunsifaunadilugdole Ty
LLaa"lw%umm@@‘hLLaszLﬁ”ﬂmmju NSAID [second-
ary prevention of low-dose aspirin or non-steroidal
anti-inflammatory (NSAIDs) induced ulcer]
m3lt weslwinsmaduazorudlangy
NSAID Lﬂum@ﬂﬁlﬁ@ ANTONLRURIOLAALNE LN
LA LA Imﬂafgﬁuwmwmﬂ“ﬁ PPls 813130
tosamafiaunalunszinzamslunguanldfls
a <; ' ] Qs a Aa
LAFWSHIWIAGT LA lNandasINITLReTIa waz PPIs
81301301097 TLAALKNEA ANTZLNIZAN AT INA R 1
7l NSAID 'ld@ni1 Placebos wazsnaaniawiia

histamine 2 receptor antagonist (H2RAs)"
saumsanmnaensls Vonoprazan iieilesiin
wIaTNBINTIAAUKNAIWNNLAKEI%ITINN Non-
steroidal anti-inflammatory drugs (NSAIDs) ﬁ‘édi’lllﬁ\‘i
Aspirin LLa:mé;U Cyclooxygenase (COX)-2 inhibitors
678 WUI1 Vonoprazan drgaamsiansnduiu
yasunalumatinamsladnin lansoprazole G9n13
#nwlas Mizokami Y. uazame WU Vonoprazan
gunsadasiunsiiadvounalunszinizanis
nIad IfAnaEIudn (peptic ulcer) lasaduneldan
37 Vonoprazan fianumunsalunmInuguizau
pH ldgauazniuuriliaa Mucus damage 1™ *
sauludnnsanmfinuindszansaiwues Vono-
prazan 10 4n. WauLyinny Lansoprazole 15 4n. Tu
miaamstAauns uazaansiiansnauiugnaes
unalunsidwernisanmslueslwsuouwada
ezt 24 Flaniwumsiindivasunalunszinig
81%1791NA5 1 NSAID ag}i*?'ia?aﬂa: 5.5 lungu
Lansoprazole 15 4n. uazSouas 3.3 lu Vonoprazan
10 Wn.™ davin Iuﬁﬂaﬂﬁl,ﬁml,wamﬂmmjw NSAIDs
Adssuludaslfuoslniu via NSAIDs doluszos
817 lag Vonoprazan 2u1a 10 Laz 20 Aadn3u
su13ndlasiunisiAadivesunalelydasni
Lansoprazole 441a 15 UN. fa Yaeaz 0.5 NUIBLA
2.8 yaninanandasiminduidudivesnnsd
\ianaan (bleeding) wuinldfianuuandrsnuating

o o aa

IvpdaynIad
o o X a &
. nmyiTarsatadlavuaiaas Iwlals
(H. pylori eradication)
» dode o .
SnunuMnileNdfyvad Vonoprazan leun
M3 ue NN INIRaLTawUATISY Helico-
bacter pylori (H. pylori) Galulagiiunisldgasen
Triple therapy GERY Clarithromycin UMY Amoxicillin
o A a A XX 4
uaz PPIs dnnilspiiadilywilunsiiesedosnds
FINARAATIAINNR LTI IUNIANTaLTakaunIN
Jouaz 80.0"° lulagudslaifiadn Triple therapy 1ilu
gavefiuuziinlilEidu Empiric therapy
de o A X . o .
losilywngdnyiinaulunsida H. pylori
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da anwsansoluminudesnasde Gslasind
H. pylori mmimﬁqjlﬁﬂ@ﬂﬁﬁ pH Te®39 4-8 LAz
Tasamelus9 pH 5211919 6-8 H. pylori 3zdin13ud4
ﬁl%d“ﬁ”‘l{mmﬁ 1 Clarithromycin Lz Amoxicillin Y
qw%ﬁmmnﬁtyLauimaal,%avlﬁﬁﬁq@ NAANNIT
fivnlimnldonidgniiiu pH 289nssmnzanmsle
amﬂlugmm%'ﬂmmiam%a H. pylori 324Ny
Clarithromycin W&z Amoxicillin f8amanudusalu
miﬁﬁ'@L%agamﬂﬁﬁuamﬁmﬂu Tumssnniile
Vonoprazan-amoxicillin-clarithromycin triple regimen
WU Eradication rate ag}iﬁ‘?aﬂa: 92.6 &uln
Lansoprazole-based triple regimen W191 Eradication
rate agji‘ﬁ'%aslaz 75.9"° udluAifimsaom Clarithromy-
cin WU Eradication rate 888z 82.0 \Wiguny
Sauaz 40.0, p < 0.01 muluﬂaq’w CYP2C19 EM Wu
71 Eradication rate Sagas 92.9 Wsunusasas 75.0,
p < 0.01" gauluanldfuwsn Penicilin nsle
Clarithromycin-metronidazole-vonoprazan f
UrzAnFnmniianinnsld’ Clarithromycin-metroni-
dazole-PPI regimen 1@y Eradication rate agji“?i%’aslax
92.9 vs 54.6, p < 0.01" é’aﬁ?u’l,ugﬁmﬂﬁﬁé'mwm
Clarithromycin resistance 410N 15% mi‘mamﬁlm
T Amoxicillin-Clarithromycin-PPI triple therapy
1T First-line treatment'®

dmmjw&fﬂaﬂﬁﬁwmmﬁamﬁﬂmﬁm first-
line treatment NTLL vonoprazan, amoxicillin LLag
metronidazole i second-line therapy WuNdiaas
mMImsdszinmsasas 98.0"° luwin13as1a urea
breath test (UBT) AINREYALT vonoprazan aen9tay
2 lansinaurinnsasatiiesansarsliaa urease
activity e

2an1alwn13lden (Contraindication)
ﬂi:i’?\LW\Tdmﬂi:ﬂawaamua:gij”ﬂm"?iﬁwﬁavlﬁ%'u
atazanavir %38 rilpivirine hydrochloride

anaiaaans (Safety) InMsAns1H9Laf
31mmwaﬂiﬁmﬁmﬁﬁ;mmlm:ﬂdnmi%'ﬂmﬁasl
vonoprazan mMIdns b phase 3 WU T vono-

prazan finnudaaanislaidnsann lansoprazole WA

AnSuUTEmusnfadenuwduizozian 52 §low
v a ISI Y v 1 v a >
lasnatafesnwulavasldun aady aadnigy
rauunrias Uradsmy uan LL@iﬂ’J’]lli;uLLN %
Tua s8I0 1n15H1IT UV IAUHI LN WUNAT
WAL AINATILN 389U nNUINzaUaas
. QI ‘%’ = U U
gastrin qugwumamﬂmﬂm vonoprazan W31
Athoazngaluuds adnelsiann delidnsnuns
v a = a g ' LV .
Tadsansansiiatitesenvasdanlsvia (endocrine
e e v a4 da
cell tumor) ’Lugﬂammma SInNAT9LALID N Al
Tamaiatuldanmsiuginmmainsadluszoziim
U1% LT% small intestinal bacterial overgrowth,
malabsorption 184 calcium, magnesium LA vitamin
B12 falifimsaulundugls vonoprazan 1fiasan
o = ' = A ) B a v '
FatlunenlnalasnsAn A INUNRTIILALIFINED
faldaunn Vonoprazan uenfudinmnasnsangs
potassium-competitive acid blokers (P-CAB) f
aansnurlatediaves PPIs luilagiiu Taeuen
Py & = a a a
frangniiiaidy smwn Sanuaiiosiwaiizi
Hunse mMatna1eIiu CYP3A4 tlunanvin i
% v A > 1 a a a
szauindifsaiuluudazan laofivsdninmeglu
M3 lIANFURUEIUNTAlUATZINIZEIWS (acid
related disease: ARD) T1an48414tlasfiunmsiiauna
Tunszwnzanni1391n NSAIDs ey COX-2 inhibitors
L o A A = = ) & o
\Tunn Salidayansinmuunig 2 1 FINNINIT
vonoprazan SINAUENGRINAALREA lALLANIZEENd
. > 9 v a v, qul
597U clopidogrel F9dinsnninunvadfuliignidas
cyp2c19 lidurasiiluilgwiwinlgsauiu vono-
prazan 3unsdshaziiunuinadgannlunslaide
fauwnfievaanisingda H. pylori s1nsuteusltouq A

mvl,&iﬁmiﬁﬂmaﬁumgu ldur malglugis GERD

=

fAdasldenuuy on demand mMsltenlu dyspepsia M3
lfmlu;‘i:ﬂaﬂ upper gastrointestinal bleeding L&
{1l stress-induced ulcer 889 lsAigUNANIINEN

v a @ o I3 v a =1
waznadnadealuzazandsdndudasdimdnsuas
faauadilnidadal
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