Tegoprazan: A new P-CAB for acid-related disorders
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American Gastroenterological Association (AGA) clinical practice update U a.#1. 2024° 5¥Y31 P-CABs i
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. Healing wag maintenance of healing Tu erosive esophagitis (LA C/D EE)
21anasanly «  GERD #ifudunsifdadeudiiniinsnasauaglinavauadsia PPl (PPI-refractory GERD)
«  Peptic ulcer Mhinauausso PPI
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+  First-line therapy @5 uninvestigated heartburn %3e non-erosive GERD
TnanalulainasTld «  First-line therapy @w3u GERD #1laila LA C/D Erosive esophagitis
+  First-line therapy 138 prophylaxis lu peptic ulcer
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Tegoprazan flassasiemaaiidu benzimidazole derivatives @auwansnga1n P-CABs drulna7ivdu
sulfonylpyrrole derivatives Tumuingdaaaurnans (pharmacokinetics) tegoprazan il oral bicavailability 86-100%
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91nN1ANEILUU randomized crossover study '’ LUTB ULl UNAYBS tegoprazan, vonoprazan Wag
esomeprazole fiemsmuANMIVdINIAluTIaaNatsAulueaaiATAuAMA 16 318 WU tegoprazan @13n5A
FudsmsndensatunatnarsiuldTnginia vonoprazan uay esomeprazole auislinun1siAa nocturnal acid
breakthrough mnmn&ju P-CABs LLaﬂaj‘ﬁuﬁJU CYP2C19 genetic polymorphism uaﬂmﬂ‘ﬁ n13ANE network meta-
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Erosive esophagitis (EE)

31NN13ANYILUY randomized controlled trial (RCT) TugUqe EE 97u3u 302 918 dulisunisshwisiae
tegoprazan 50 . Suazad, tegoprazan 100 3n. Suazada 3o esomeprazole 40 1. Suazade Hunan 8 duaw
Wui §Imsmeves EE fidUn i 8 aeffl 98.9%, 98.9% Az 98.9% mddy dwansliiiiudn tegoprazan DHER
guelinanssnwdiliideandt (non-inferior) esomeprazole dmsumsuseiivluszezdu wuin §ns1n1smneve EE
fiduamT 4 agjﬁ' 91.3%, 93.4% way 94.3% auansu 1ng tegoprazan Tedasvuialinan1ssnwi lidoendn
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Tuns$nwsieiiles (maintenance therapy) #dsmsmeves EE 9nnsnwinuy RCT lugihe EE seaull
JuussfiinsmeveseslsnanmsnuiFuiunds S 351 118 qulvidunisinwidedesde tegoprazan 25 un.
%o lansoprazole 15 un. uavads \ura 24 &k wudh tegoprazan fiUszansamlunisasaninnismeves EE
filiisaandi | ansoprazole (90.6% vs 89.5%)"

uBNAINT tegoprazan fianunsnmuauenskaviountonluranisinudeldedldd uazd safety profile
Iﬂammﬂu PPI 31171551U atfuayud tegoprazan Tnan1sinuisinidasiussansnmidiousin PPl uimsgiudsud
svezBuduresmsdne wavaunsaldilumadoniiiivssansamlumsthvseiiloniiedostunsnduidugwes EE Tu
nwUURDI
Non-erosive reflux disease (NERD)

n1s@nwkuy RCT TugUae NERD 9113w 324 518 dulvilasu tegoprazan 50 un e 100 un. Suazads v
gvaon Wusseznan 4 §Uav nansAny WU tegoprazan TdesunliHanITUTIIMEINS RN placebo
pgalitludnAty (42.5% vs 48.5% vs 24.2%) wazdl safety profile laiunns1anngy placebo™

Peptic ulcer

VANgIUNN9AGINYRY tegoprazan TuN133NWT peptic ulcer 1MIMNNSANYILUY RCT In859U53uEUe gastric
ulcer $1uauIVIA 306 318 dulvisunissnwieae tegoprazan 50 un. w38 100 un. Suavas wie lansoprazole 30
un. Suazads Wuszogna 8 dUaY WU SRIINSEYRILNATIEUANT 8 agﬁi 94.8%, 95.0% Az 95.7% H1UANU
Fauansliidiuin tegoprazan saesuunaliuszansnwlunisshuunaitlifiosndn lansoprazole uenanil nsinis
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H. pylori infection
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$nw1 Helicobacter pylori Winansidaded liunndrwdelddesnin (non-inferior) nnsld proton pump inhibitors
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Eradication rate Adverse drug
Study design Therapeutic regimen
ITT PP event rate
Retrospective Tegoprazan-based vs esomeprazole/sodium 78.6% vs 81.4%; 85.5% vs 87.8%; 28.0% vs 39.4%;
study'® bicarbonate-based triple therapy (14 days) p=0.313 p=0.339 p<0.001
Retrospective Tegoprazan-based vs rabeprazole-based triple | 76.7% vs 75.4%, 83.4% vs 83.5; 27.6% vs 25.8%;
study!’ therapy (14 days) p>0.999 p>0.999 p=0.604
Phase IIl RCT®® Tegoprazan-based vs lansoprazole-based 62.86% vs 60.57%; | 69.33% vs 67.33%; | 41.9% vs 39.3;
triple therapy (7 days) p=0.009 p=0.013 p=0.629
Retrospective Tegoprazan-based triple therapy with vs 82.9% vs 71.8%; 95.8% vs 87.5%; 29.2% vs 27.3%;
study®’ without bismuth tripotassium dicitrate (14 p=0.029 p=0.027 p=0.742
days)
RCTZ Tegoprazan-based vs lansoprazole-based BQT | 80.0% vs 77.4%; 90.2% vs 82.4%; 39.1% vs 43.4%;
(bismuth-based quadruple therapy) (14 days) p=0.0124 p=0.0003 p=0.5211
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