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Globale Pravalenz der Helicobacter pvlori Infektion
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Helicobacter pylori
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B >70%

South China Sea
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Globale Pravalenz der Helicobacter pylori Infektion

Methodik:

e Systematische Literatursuche (MEDLINE und EMBASE)
e Zeitraum:1.1.1970-1.1.2016

* 14.006 Publikationen gescreent

e 184 Artikel wurden in die finale Analyse eingeschlossen

Ergebnisse:

 Mehr als die halbe Weltbevolkerung ist mit H.p. infiziert
e Afrika: 70,1% (95% ClI: 62,6-77,7)

 Ozeanien: 24,4% (95% ClI: 18,5-30,4)

* Nigeria: 87,7% (95% Cl: 83,1-92,2)

* Schweiz: 18,9% (95% Cl: 13,1-24,7)




Management of Helicobacter pylori infection—the
Maastricht V/Florence Consensus Report
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CONSENSUS STATEMENT

The Toronto Consensus for the Treatment of Helicobacter pylori ®
Infection in Adults s
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Prospective, multi-center clinical trial on geographic an \\:’Kﬂ I
antimicrobial resistance patterns of Helicobacter pylori

Gesellschaft fiir
Gastroenterologie

I "J Osterreichische
und Hepatologie

* 2000 patients included
» Histopathological investigation: 515 HP+ (26%)
» 23S rRNA H. pylori-specific realtime PCR: 466 HP+ (90% confirmation rate of histology results)

* Antimicrobial resistance testing
» Clarithromycin: 23S rRNA gene amplification &
melting point analysis
Cla res. rate in Austria: 21.1% n=101 n=88
» Quinolone: gyrA gene amplification & sequencing
Quino res. rate in Austria: 13.1%

n=172 n=140

* 2 biopsy samples from each
patient (antrum & corpus)

» HP infection in both
sites of the stomach
94.5%

» HP infection only in
antrum 2%

» HP infection only in
corpus 3.5%




H.p.-Eradikationstherapie 2016

High (> 15 %) clarithromycin resistance*

Low metronidazole Low dual clarithromycin and High dual clarithromycin

resistance metronidazole resistance and metronidazole
(<15 %) resistance (> 15 %)

W

PPl-amoxicillin-
metronidazole
triple therapy

Bismuth quadruple or _ o
Bismuth-containing

concomitant non bismuth uadruole therapies**
containing quadruple quUadIupie Ieraples

therapy

* Regardless of their population expectations, individuals who have previously taken clarithromycin and/or

** |f bismuth is not available, levofloxacin, rifabutin and high dose dual (PPI + amoxicillin) therapies might be considered.
If tetracycline is not available, bismuth-containing quadruple therapy combining furazolidone-metronidazole or




1-Wochen-Tripeltherapien

,,Franzosische”
Tripeltherapie

,ltalienische”
Tripeltherapie

Clarithromycin 2 x 500 mg Clarithromycin 2 x 500 mg
plus plus
Metronidazol 2 x 500 mg

plus

PPl 2 x1
Q‘ :

Amoxicillin 2 x 1000 mg
plus
PPI2x1

Therapiedauer: 7 Tage Therapiedauer: 7 Tage

pgﬂ
)
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Bismuth-basierte Quadrupeltherapie

Variante 1:
Gastro-De-Nol® 120mg 4 x 1
Tetracyclin Wolff® 500mg 4 x 1
Anaerobex® 500mg 3 x 1

Quadrupeltherapie

Bismuth subcitrat™ 4 x 120 mg

PPI2x1
plus
Tetracyclin® 4 x 500 mg Variante 2:
plus Pylera® Kapseln 4 x 3 Kapseln

. (1 Kapsel = 140mg Bismuth subcitrat,
MEtronldaZOI 3 X 500 mg 125mg Metronidazol, 125mg Tetracyclin)

plus PPI2x1
PPI2x1

Therapiedauer: 14 (10) Tage Therapiedauer: 14 (10) Tage

*Substanzen muiissen importiert werden
Delchier JC, Malfertheiner R et al. APT 2014, 40: 171-177



Bismuth-Quadrupel-Therapie (10 d) vs. ,,Concomitant therapy” (10 d)
vs. Tripel-Therapie (14 d)

Design: randomisiert, offen, multizentrisch (Taiwan)
Patienten: 1620 H.p.-positive Patienten
Therapie:

Bismuth tripotassium
dicitrate 300 mg 4x1
Tetracyclin 500 mg 4x1
Metronidazol 500 mg 3x1
Lansoprazol 30 mg 2x1

durch 10 Tage

Amoxicillin 1000 mg 2x1
Clarithromycin 500 mg 2x1
Metronidazol 500 mg
Lansoprazol 30 mg 2x1

durch 10 Tage

Amoxicillin 1000 mg 2x1
Clarithromycin 500 mg 2x1
Lansoprazol 30 mg 2x1

durch 14 Tage

Bei Therapieversagen:

e Bismuth-Quadrupel-Therapie nach Versagen von ,,Concomitant therapy“ oder Tripel-
Therapie

 ,Concomitant therapy” nach Versagen von Bismuth-Quadrupel-Therapie

Ergebnisse:
Resistenzen: Clarithromycin 14-17%; Levofloxacin 17-18%; Metronidazol 27-29%;

Amoxicillin 1-2%; Tetracyclin 2-3%



Bismuth-Quadrupel-Therapie (10 d) vs. ,,Concomitant therapy” (10 d)
vs. Tripel-Therapie (14 d)
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Figure 2: Efficacies of first-line and second-line anti-Helicobacter pylori treatments
T14=triple therapy for 14 days. C10=concomitant therapy for 10 days. BQ10=bismuth quadruple therapy for 10 days.



»Rescue therapy”: Amoxicillin versus Tetracyclin

in Bismuth Quadrupel-Therapie

Design: randomisiert, offen, monozentrisch (Shanghai, China), non-inferiority design

Patienten: 312 H.p.-positive Patienten nach mindestens zwei Eradikationsversuchen

Therapie:

* GruppeA:

Lansoprazol 30 mg 2x1
Bismuth 220 mg 2x1
Metronidazol 400 mg 4x1
Amoxicillin 1000 mg 3x1
durch 14 Tage

Gruppe B:

Lansoprazol 30 mg 2x1
Bismuth 220 mg 2x1
Metronidazol 400 mg 4x1
Tetracyclin 500 mg 4x1
durch 14 Tage

Ergebnisse: Resistenzen: Amoxicillin 8,3%; Tetracyclin 1,0%; Metronidazol 87,8%

Table 2. Eradication rate of each group in ITT, PP, and MITT analysis

Analysis

ITT
95% Cl
PP
95% Cl
MITT
95% Cl

Amoxicillin group

88.5%((138/156)

83.4-93.5%
93.7% (133/142)

89.7-97.7%
92.6% (138/149)

88.4-96.8%

Tetracycline group

87.2%|(136/156)

81.9-92.4%
95.3% (122/128)

91.7-99.0%
90.7% (136/150)

86.0-95.3%

Difference from tetracycline group

(adjusted 95% CI for difference)

1.3% (-4.810 7.4%)

-1.7% (-6.2 t0 2.9%)

2.0% (-3.3107.2%)

P value for P value for

difference? non-inferiority®
0.729 0.001
0.554 0.001
0.542 <0.001



Zweitlinientherapie zur H.p.-Eradikation

Design: randomisiert (Taiwan)
Patienten: 101 H.p.-positive Patienten nach Versagen der Ersttherapie

Therapie:
* GruppeA: Gruppe B:
PP Esomeprazol 40 mg 2x1 PP Esomeprazol 40 mg 2x1
Bismuth 120 mg 4x1 Amoxicillin 500 mg 4x1
Tetracyclin 500 mg 4x1 Levofloxacin 500 mg 1x1
Levofloxacin 500 mg 1x1
durch 10 Tage durch 10 Tage
Ergebnisse:
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Vonoprazan zur Prophylaxe von NSAR Ulcera

Hintergrund:
* Vonoprazan ist ein , first-in-class” kalium-kompetitiver Protonenpumpenblocker
* inJapan seit Februar 2015 zugelassen

* Vorteile: bendtigt keine saureinduzierte Aktivierung; volle Sauresuppression bereits nach der
ersten Dosis (PPI entfalten volle Wirkung erst nach 3-5 Tagen)

Design: prospektiv, randomisiert, doppel-blind, multizentrisch tiber 24 Wochen, dann einfach-blind
Uber > 28 Wochen (Phase-lll, Japan)

Patienten: positive Ulkusanamnese und Notwendigkeit einer fortgesetzten NSAR-Therapie

Patients randomised
n =642

Lansoprazole 15 mg
Randomised n = 212
Analysed n = 210"

Reasons for discontinuation
Pretreatment event/AE n = 11
Major protocol deviationn =3
Lost to follow-up n = 1
Voluntary withdrawal n = 6
Discontinuation of NSAID n = 1
Lack of efficacy n=2

Vonoprazan 10 mg
Randomised n = 218
Analysed n =218

Reasons for discontinuation
Pretreatment event/tAEn=5
Major protocol deviation n = 0
Lost to follow-upn =0
Voluntary withdrawal n = 3
Discontinuation of NSAID n= 1
Lack of efficacy n =0

Vonoprazan 20 mg
Randomised n =212
Analysed n= 212

Reasons for discontinuation
Pretreatment event/AE n = 15
Major protocol deviation n =0
Lost to follow-upn=0
Voluntary withdrawal n = 1
Discontinuation of NSAIDnh =3
Lack of efficacy n = 1

Other n = 1 Othern=0 Othern=0
Completed Completed Completed
Lansoprazole 15 mg Vonoprazan 10 mg Vonoprazan 20 mg
n=187 n=209 n=192




Vonoprazan zur Prophylaxe von NSAR Ulcera

Ergebnisse:

10

0

Patients With Recurrent Peptic Ulcer (%)

5.5%

¥
Lansoprazole
15 mg

0
3 39, 3.4: Yo
* —
¥
Vonoprazan Vonoprazan
10 mg 20 mg




PPI, H,-RA und Eisenmangel

Methodik:
e community-based case-control study

e 77.046 Patienten mit neu diagnostiziertem Eisenmangel
(1/1999-12/2013) vs. 389.314 Kontrollen

* Patienten mit praexistenten Risikofaktoren fur Eisenmangel
wurden ausgeschlossen

* Ergebnisse:

e >2 Jahre PPl ist Risikofaktor fiir Eisenmangel (odds ratio:
2,49; 95% ClI: 2,35-2,64)

* 22 Jahre H,-RA ist Risikofaktor flir Eisenmangel (odds ratio:
1,58; 95% Cl: 1,46-1,71)

e Risiko unter PPl war dosisabhangig und sank mit Zeitdauer
seit Absetzen der PPI-Therapie




PPI, H,-RA und Eisenmangel

3-
I Letzte
Verschreibung:
5. i e ,Current user”:
, 0-1 Jahr
o
1  _Recent user”:
[ ! 1-2 Jahre
e ,Former user”:
'|-
2-3 Jahre
Gurm;ltusur HEEE‘I‘III user Furmu1r user Hemutuft;rmﬂrusﬂr ° ”Remote former
Cases | 2343 (89.9) 95 (4.0) 51 (2.2) 91(3.9) user”: >3 Jahre
|Cnntrr:rl 2781 (82.9) 210 (6.3) 123 (3.7) 240 (7.2)




PPl und Risiko der Progression einer
chronischen Nierenerkrankung (CKD)

Methodik:

* retrospektive case-control study (Schweden)
e Patienten mit PPl (n = 105.305)

* Patienten mit H,-RA (n =9.578)

* Primarer Endpunkt: Progression einer CKD (Verdoppelung des
Kreatinins oder Absinken der GFR um mehr als 30%)

Ergebnisse:

* Unter PPl etwas erhohtes Risiko fiir Progression einer CKD:

* Hazard ratio fur Verdoppelung von Kreatinin: 1,26 (95% Cl: 1,05-1,51)
* Hazard ratio fir Abnahme der GFR >30%: 1,26 (95% Cl: 1,16-1,36)

 Moglicher, zugrunde liegender Pathomechanismus vollig unklar
(interstitielle Nephritis?)

e ,Confounding factors” konnen nicht ausgeschlossen werden (NSAR??)



PPI - Nebenwirkungen

 Kein Hinweis, dass PPI-Einnahme das Risiko
eines Myokardinfarktes im Vergleich zu H,-RA

hebt ~ LendisNetal. Gastroenterology 2017, inpress

e Keine Hinweis auf eine Assoziation zwischen
PPI-Einnahme und kognitiven Funktionen

e Kein Hinweis fur verminderte Knochendichte
unter PPI-Therapie



H,-RA vs. PPl zur Prophylaxe oberer Gl-Blutungen unter low-dose ASA

Design: prospektiv, randomisiert, multizentrisch (Hong Kong und Japan)

Patienten: 270 H.p.-negative Patienten, die unter low-dose ASA ein histologisch gesichertes Ulcus
entwickelt hatten; nach Ulcusheilung zur Rezidivulkusprophylaxe Randomisierung in 2 Gruppen:

* Gruppe A: Rabeprazol 20 mg 1x1; Gruppe B: Famotidin 40 mg 1x1
e Alle Patienten erhielten 80 mg ASA tgl.; Therapiedauer: 12 Monate

* Gastroskopiekontrolle: nach 12 Monaten bzw. bei Symptomen

Ergebnisse:
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Magensaureproduktion und H.p.

Fragestellung: Physiologischer Hintergrund der negativen Assoziation zwischen H.p.-
Infektion und GERD

Patienten: 31 H.p.-positive und 28 H.p.-negative Freiwillige (Schottland)

Methoden: kombinierte hochauflésende pH-Metrie und Manometrie; Gastroskopie mit
Jumbobiopsien von 11 pradefinierten Lokalisationen

Ergebnisse:
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non-infected. Note: At the GE junction and distal stomach, these cells
are reduced by 80%, whereas in the midbody, reduction was about
Figure 2 Median pH for 0-30 min period after meal relative to lower ~ 30%. Biopsy locations: JG—across squamocolumnar junction (SCJ)
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oesophageal sphincter (LES) and squamocolumnar junction (SCJ) in above greater curve; JL1—across SCJ above lesser curve; JL2—6 mm
Helicobacter pylori positive (HP+) and negative (HP—) subjects. distal SCJ; JL3—12 mm distal SCJ; JL4A—18 mm distal SCJ; BG3—
fundus; BL—midbody, lesser curve; BG2—midbody, greater curve;
,,Gastric acid pocket” WiChtig fiir GERD BG1—distal body, greater curve; IA—incisura angularis; Ant—antrum.
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Relamorelin* bei diabetischer Gastroparese

A GEBT Randomization GEBT Final visit
) 12 Week treatment period
_ Placebo S e Follow-up
Screening single-blind RM 10 B“,) N =98 visit
Day -45 to -15 > run-in ng sty >
dav-idite i RM 30 ug BID, N = 109 2
Ry SEE 05 RM 100 ug BID, N = 82 Wesks
- BID dosing « Daily e-diary of Symptom
- Basslins for PR_O diary and vomiting
post-Rx analyses opisodes
+ Symptom scores/vomiting
episodes summarized by
treatment week

393 Patients with diabetic gastroparesis

Placebo 10 ug BID 30ugBID | 100 ugBID
104 98 109 82

Randomization

Discontinuations: 59
« Discontinued due to any AE: 23
» + Discontinued due to hyperglycemia: 5
(1in 30 ug BID; 4 in 100 ug BID groups)
» Discontinued for other reasons: 36

Completed 12 Placebo 10 ng BID 30 g BID 100 ng BID
weeks’ treatment 92 86 93 63




Relamorelin bei diabetischer Gastroparese

Placebo b.i.d. RM 10 ug b.id. RM 30 ug b.i.d. RM 100 ug b.i.d.
Parameter (n=88) (n=86) (n=91) (n=63)

Weekly vomiting episodes n==85 n=81 n=_86 n=66

Baseline, mean + SD 57+ 6.0 7.7+17.2 6.9+ 103 48 +52

Week 12, mean + SD 28+59 3.9 +17.1 3.1+9.1 3.8 +£13.7

Change from baseline, mean + SD 2.9+ 58 -3.7 +12.5 -3.8+7.6 -1.1 +13.5

Percent change from baseline -70.5 -74.9 -75.8 -73.4

P value” (difference from placebo) .36 25 .59
DGSSD 4-symptom composite score”

Baseline, mean + SD 27+73 227+7.9 224 +6.7 240+ 75

Week 12, mean + SD 171 + 8.8 14.0 + 10.3 13.8 £ 96 142 + 95

Change from baseline, mean + SD -56+ 8.8 -8.7£9.0 -8.7+9.0 9.7+ 88

Change from baseline” -6.07 -7.91 -8.41 -8.64

LS mean difference vs placebo -1.85 -2.34 -2.57

P value (difference from placebo) 134 .053 .052
GEBT (T", in min)

Baseline, mean + SD 1271 £ 36.5 126.8 + 37.6 128.6 £ 35.9 1336 £ 354

Week 12, mean + SD 126.3 + 39.8 112.8 + 43.5 115.8 + 45.7 118.0 + 49.5

Change from baseline, mean + SD -0.0 £ 38.5 -12.7 + 38.1 -12.8 + 36.5 -13.6 + 40.5

Change from baseline -0.43 -13.36 -12.55 -12.47

LS mean difference vs placebo -12.93 -12.12 -12.04

95% ClI of difference -24.04; -1.82 -22.92; -1.33 -24.11; 0.04

P value (difference from placebo)” .023 .028 .051




Relamorelin bei diabetischer Gastroparese
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Relamorelin bei diabetischer Gastroparese

Bloating Nausea
0= 0=
05+ *P<.05 054 *P<.05
t05=P=.10 t05=P=.10
1 14
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5 6 7
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Psychotrope Substanzen bei funktioneller Dyspepsie
- Metaanalyse

Studies identified in literature
search (n = 2795)

Excluded (title and abstract revealed
not appropriate) (n = 2761)

v Excluded (n = 21) because:

*No placebo arm =7

*Dual publication =5

-Not randomised = 2

*Conducted among healthy
volunteers =2

«Mixed population of patients with
functional GI disorders, no data for FD
patients available after contact with
authors =1

*Outcome of interest not reported = 1
*No dichotomous data reported,
contact with authors confirmed none

Studies retrieved for
evaluation (n = 34)

\ 4

4 available =1
Eligible studies (n = 13): *Cross-over study with no extractable
Antipsychotics =3 data =1
+5-HT,, receptor agonists = 3 -Conducted among duodenal ulcer
*TCADs =2 patients =1
*Tetracyclic antidepressants
=1
*SSRIs = 1
*SNRIs = 1

*TCADs or SSRIs =1
~Antipsychotic and TCAD =1




Psychotrope Substanzen bei funktioneller Dyspepsie - Metaanalyse

Psychotropic drugs Placebo Risk Ratio Risk Ratio
Study or Subgroup Events Total Ewvents Total Weight M-H, Random, 95% Cl Year M-H, Random, 95% CI
111 Antipsychotics
Hui 1986 17 S0 33 S50 6.2% 0.52 [0.33, 0.80] 1986
Arienti 1994 £ 3 15 L= 15 2. 1% O.dd [O. 17, 1.13] 1994
Song 1998 10 21 21 21 5.1% 0.49 [0.31, 0.76] 1993 = ==
Subtotal (95% CI) 26 86 14.3% 0.50 [0.37, 0.67] i
Total events 31 a3

Heterogeneity: Tau® = 0.00; Chi== 0.09,. df = 2 (P = 0.96): I = 0%
Test for overall effect: Z = 4 .68 (P = 0.00001)

1.1.2 Tricyclic antide pressants

Braak 2011 11 18 17 20 5.5% O.72 [0.48, 1.09] 2011 — = |~
Wva 20711 20 55 29 52 5.3% 0.65 [0.43, 1.00] 2011 - == _
Talley 2015a 46 oF 58 o7 O 4% 079 [0.61,. 1.03] 2015 —== i
Subtotal (95% CIl) 170 169 22.3% 0.74 [0.61, 0.91] -
Total events FT 104

Heterogeneity: Tau® = 0.00; Chi* = 0.62, df = 2 (P = 0.73) 1" = 0%
Test for overall effect: Z = 2.94 (P = 0.003)

1.1.3 S-hyd mxytryptamirle-_‘A receptor agonists

Tack 2009 24 29 18 24 9.0% 1,10 [0.83, 1.47] 20029 B
Mivwa 2009 52 =1 56 =1 11.4% Q.79 [0.66, 0.94] Z009 -
Tack 2012 3 - L= 10 2.3% oO.48 [0.20, 1.15] 2012

Subtotal (95% CI) 111 109 22 7% 0.85 [0.62, 1.18] i
Total events = 93

Heterogeneity: Tau® = 0.05; Chi® = 5.73, df = 2 (P = 0.06); I” = 65%

Test for overall effect: £ = 0.96 (P = 0.34)

1-1.4 Selective serotonin re-uptake inhibitors

Tan 2012 T o8 Fa as 11.9% 1.01 [0.87, 1.17] 2012 e i
Talley 2015b S0 o8 58 [=r g 10.3% 1.02 [0.82, 1.28] 2015 N
Subtotal (95% Cl) 196 192 22 29 1.01 [0.89, 1.15] -
Total events 137 132

Heterogeneity: Tau® = 0.00; Chi==0.01, df = 1 (P = 0.91); I = 0%

Test for overall effect: Z = 0.21 (P = 0.8<4)

1.1.5 Serotonin-norepinephrine re-uptake inhibitors

van Kerkhowven 2008 50 80 49 80 9.9% 1.02 [0.80, 1.30] 2008 i -
Subtotal (95% CI) 80 80 9.9% 1.02 [0.80, 1.30] e

Total events 50 49
Heterogeneity: Not applicable
Test for overall effect: Z = 0.16 (P = 0.87)

1.1.6 Tetracyclic antidepressants

Tack 2015 11 17 15 17 6.9% 0.73 [0.50, 1.08] 2015 — =1
Subtotal (95% CI) 17 17 6.9% 0.73 [0.50, 1.08] —el—
Total events 11 15

Heterogeneity: Not applicable
Test for overall effect: Z = 1.55 (P = 0.12)

1.1.7 Antipsychotics and tricyclic antidepressants

Hashash 2008 3 13 ] 12 1. 7% 0.31 [0.11, 0.87] 2008
Subtotal (95% CI) 13 12 1.7% 0.31 [D0.11, 0.87] e ———
Total events 3 9

Heterogeneity: Not applicable

Test for overall effect: £ = 2.21 (P = 0.03)

Total (95% CI) 673 665 100.0% 0.78 [0.68, 0.91] <

Total events 388 465

Heterogeneity: Tau? = 0.04; Chi2 = 36.33, df = 13 (P = 0.0005); 12 = 64% F f t L f y
o = 0.1 0.2 0.5 1 2 5 10

Test for overall effect: Z = 3.26 (P = 0.001) Favours psychotropics Fawvours placebo

Test for subaroup differences: Chi® = 28.44, df = 6 (P < 0.0001), I = 78.9%




Psychotrope Substanzen bei funktioneller Dyspepsie - Metaanalyse

Risk Ratio

Psychotropic drugs Placebo Risk Ratio
M-H, Random, 95% CI

Stud or Subgroup Events Total Ewvents Total Weight M-H, Random, 95% Cl Year
111 Antipsychotics

Hui 1986 17 S0 33 S50 65.2% 0.52 [0.33, 0.80] 1986

Arienti 1994 4 15 k= 15 2.1% O.44 [0 147, 1.13] 1994
Song 1998 10 21 21 21 5.1% 0.49 [0.31, 0.76] 1993
Subtotal (95% CI) 86 86 14.3% 0.50 [0.37, 0.67]

Total events 31 83
Heterogeneaity: Tau® = 0.00:; Chi= = 0.09, df = 2 (P = 0.96): I = 0%
Test for overall effect: Z = 4. .68 (P = 0.00001)

1.1.2 Tricyclic antide pressants

Total events 3
Heterogeneity: Not applicable
Test for overall effect: £ = 2.21 (P = 0.03)

Total (95% CI) 673 665 100.0% 0.78 [0.68, 0.91] <>

Total events 388 485

Heterogeneity: Tau? = 0.04; Chi% = 36.33, df = 13 (P = 0.0005); |12 = 64% o1 oz 05 1 P 5
Test for overall effect: Z = 3.26 (P = 0.001)  Eawours psycl'n:;tropics Favours placebo
Test for subgroup differences: Chi 28.44, df = 6 (P < 0.0001), 1= 78.9%




Take Home Messages

Mehr als 50% der Weltbevolkerung sind H.p.-infiziert.

In LAndern (wie Osterreich) mit hoher Clarithromycin-
Resistenzrate (>15%) — aber niedriger kombinierter
Clarithromycin/Metronidazol-Resistenzrate - wird die bismuth-
basierte Quadrupeltherapie oder ,,Concomitant therapy”
(A+C+M+PPI) als ,First-line“-Therapie zur H.p.-Eradikation
empfohlen — bevorzugt tber 14 d.

Als ,,Second-line“-Therapie konnen levofloxacin-basierte Regime
empfohlen werden.

Vonoprazan ist eine vielversprechende sauresuppressive
Substanz.

PPl sind auch in der Langzeittherapie ,,sehr sicher” — trotzdem
sollten Verschreibungen kritisch hinterfragt werden.

Relamorelin ist eine vielversprechende Substanz zur Therapie der
diabetischen Gastroparese.






