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Dyspepsia

‘ Symptoms may include

\\\ﬁ epigastric pain, epigastric
burning, postprandial

fullness, and early
saturation; abdominal
bloating and nausea /
vomiting, or other
manifestations that indicate
upper gastrointestinal
iInvolvement and lasts for at
least 4 weeks




/ p-65% OF THE POPULATION
88 has dyspeptic disorders due to:

S (surfeit)
ent foods during the feast

uring the diet
rition

ISTALTICS INVERSION OF ALL THE
PARTS OF THE GUT



gstigated dyspepsia

blished for all patients during the initial
octar, before carrying out laboratory and
examination, which allow to determine

I diaghosis.
lary syndrome diagnosis requires:
/mptomatic or anti-Hp treatment;

ation of the patient (including EGDS)
or functional causes of dyspepsia.



gAnostic search

Required EGDS is indicated:
Age> 45 years

Reception of NSAIDs
Alarming symptoms

Duration of symptoms more than 4 weeks:
clinical evaluation of symptoms

.

q Uninvestigated dyspepsia IBS

Different variants of
patients managment : 1

:GDS and follow-up

8

nvestigated dyspepsia 1

HP testing and
eradication for HP +

Functional dyspepsia



aln symptoms of
dyspepsia

at midline
NG f\gllness after meals

)<or vomiting

erophagy, regurgitation



sighns of dyspepsia

astric \pain / discomfort - 90%
Nndial belching - 75%

J - 75%

ne 'a\ nausea - 50%

al 'distension - 45%

lle@€ of Gastroenterology, Can Diego, California, Brain.E, Octouber 24, 2009



seases of the stomach
drome



causes of secondary
Jrganic) dyspepsia




tinal pseudo-obstruction
€5 (Caused by Stretching of the



%uninvestigated and
Investigated




tional dyspepsia

al dyspepsia (FD) is a medical

1 that is characterized by one or
e\following symptoms:

pain, epigastric burning,

lial fullness, and early

1at are unexplained after a
ical evaluation.



lonal dyspepsia

r burning, which occurs not only
Iso on an empty stomach, while
decreases immediately after

ynogrome - PPDS + EPS



the Roman Foundation
2ed on the update
definition of

| gastroenterological
Iseases (FGD):

these are

nteraction between the




disorders:
Functional dyspepsia:

rs accompanied by belching:
- excessively supragastric
- excessively gastric
Vomiting disorders:

- Chronic nausea and
Iting syndrome
1QGyclic vomiting syndrome
Lannabinoid vomiting syndrome
umination Syndrome




cation (NSAIDs)
flori infection
2guency of FD - 10-30%.



genetic factors

visceral
hypersensitivity

gastrointestinal
otility disorder

pylori infectic
Inflammatio

secretion
violation



1dity;
astric motility (25-35% -
\5% - acceleration);

tprandial accommodation of the
%) |- more often with postinfection

Al disorders:
on (40-60% of the cases)



d pathology Is rare

belch
Discomfort

" Functional

dyspepsia Bloating

Chronic
constipation Constipation

Locke et al., Neurogastroenterol Motil. 2005; 17(1):29-34
Corazziari et al., Clin. Gastroenterol. 2004; 18(4):613-31
Talley et al., Am J. Gastroenterol. 2003; 98; 2454-9




onal dyspepsia (FD)
a Criteria IV (2016))



Zplgastric pain

ring the last 3 months from the

g of manifestations and not less than
s\ before diagnosis the presence of at
of the following symptoms for

day\ a week:
g ‘eplgastric pain
yidecreases normal activity)
WAND / OR
\ digastric burning
.\§ Clleases normal activity)



gAstric pain syndrome

4
ES.
anfbe caused by eating, decreasing after
)FTasting;

distension, belching and nausea,
Iting suggests another pathology,;
5\NOot a dyspeptic symptom, but can
ssociated:

) does not meen the criteria of

diminish after bowel movement
fom the bowel should not be
asPelonging to dyspepsia



lal distress syndrome

ng the last 3 months from the
manifestations and not less
s before diagnosis

single meal
or / and
saturation
3l0le to eat a normal volume of

east 3 days a week




oresent);
omiting suggests another

scharge from the bowel should
ed as belonging to dyspepsia



Ing, NSAIDs, theophylline, digitalis

e is: pepsia or
gasitritis?




anamnesis
Ination




gnosis of FD

Ired diagnostic methods :
tests and biochemical tests

for hidden blood

y (test and treat strategy justified
Igh HP infection, in countries with
g of gastric cancer after 40-45 years,

n@eradication was performed)



/ Aagnosis of FD

,/ agnostic methods :
jastric pH-metry

l0Ic breath test
\pstle endoscopy
Nexamination of the stomach, small
Sstine
%i exclude organic colon

e testing



\

\

\

\

L

\

\

\




éntial diagnosis

duodenal ulcer

ary gallbladder dysfunction)
nges in systemic scleroderma



agnostic signs of organic
and FD

Organic Functional
dyspepsia dyspepsia
Anyone Young (and

middle)
Any Mostly female
+/- ++++

Short Long

Monotone Variable
Localized Diffuse, migratory

+ ++++






otary recommendations
for FD

on at a time of such amount of food that
ause discomfort (| volume of single

on of food in small portions, but often (5-6

on of liquid and solid food intake;

l\\ n for 2-3 hours after meals;
] fore bed:

: .\ rcise after eating;

oh of products that cause

of fat, protein in the diet;

coffee, alcohol, chocolate, citrus
grapes, plums, apples and other
gastric emptying.



/(.

Algorith / lagnosis and treatment of FD

Chronic smptoms of dyspepsia )
/ A 1A

Functional dyspepsia
suspec>t/ep P “

/ WA W
Postprandial
dlstress syndrome

|
Pro metlcs

Alarm symptoms

10

Organic
dyspepsia

Eplgastrlc ~ Epigastric pain

ACId
SupE)ressmn
Acid suppressmn Prokln tics or a
(PPI) orcomblnatlon combination

““

vs® e efffeet

If needed: psychotr_opic [ antidepressants
or eradication of H.pylori

Endoscopy and
reassessment of
data




astritis Chronic

chronic inflammatory-
dystrophic process in the
gastric mucosa,
accompanied by
impaired cellular
regeneration and
progressive atrophy of
the glandular epithelium.



Diagnosis of GC is
morphological, it is entitled
to exist only in cases when
' the corresponding
assessment of biopsy
specimens by the
pathomorphologist and the
presence of GC is confirmed
histologically.
For the morphological
Investigation of samples the
study of 5 gastrobioptates (1 -
from the angle of the
stomach, 2 - from the body
and 2 - from the antrum) Is
recommended with a
description of the main
pathomorphological changes.




E@demiology

 (autoimmune) —3-6%

30 gastritis associated with
| -\80-90%

15% of cases




Gastric cells

HCI, internal Castl factor,
n)
S (pepsinogen)
s (mucus)
astiin)




Etiology

DS (NSAIDs-gastropathy).
Isorders.

andition.

cohol.

(diabetes, hyperthyroidism,
dism, Crohn's disease, CRF).



soclated with glycerolipids in
eplthellocytes A.P.Moran. 1999

"
- \
ast cells lipopolysac  phospholipases
charides AE and C

v v

ozyme activation = membrane

esis  of epithelial :
el destruction

apoptosis = formation of
BAS

R E e O A OB M., 1996 T.J.Jang, J.R.Kim, 2000
N.Lzynorscgr g al., 1999 X.Jiang, M.P.Daoyle, 2000



Jgal changes in the stomach
with H. pylori infection

(Gastritis

Superficial Active Active chronic Atrophic




In gastric atrophy serum level of

‘ pepsinogen-1 decreases in
proportion to the degree of atrophy

In atrophic gastritis in the antral
‘ part the level of G-17 decreases in
proportion to the degree of atrophy




o éstric carcinogenesis

0% of cases causes chronic

Interleukins, TNF-y and IL-1a
J0te gastric epithelium



ryﬁenesis (“Correa Cascade”)
ormal gastric mucosa

‘ « H. pylori
Chronic gastritis

2stinal metaplasia

e * et
i
Y o i T — P = 2
S T = ==
[l T e R el g l
- — o
- __'___"— ___-__'
= —- o 5
e |
|

Dysplasia

Correa P.

sastric adenocarcinoma Cancer Res. 1992:
52:6735-6740.




MBrpholodical classification of
/ trophic gastritis
)Afia rpyna no BMBYeHHI0 aTpodil, 2002)




Atyophic gastritis

ly 0f a mucosa:

appear specialized glands and develop
| ataplasia (replacement of gastric
by, Intestinal);

S processes are disturbed
atrophy:

ojof glands - moderate
»Oof glands - severe



classification of GC

itis Morphological changes
- the degree of inflammation

- activity of inflammation

- atrophy of the gastric glands

- metaplasia

- Hp contamination of the mucosa

Etiological factors
- Infectious (H. pylori)
- Non-infectious:
- autoimmune
- alcoholic
- post-gastroresection

lach) - caused by the administration of
NSAIDs

- due to chemical agents

230N



/Classification of GC
S

ynonyms Etiological factors

Superficial,
chronic antral,
type B

H. pylori

Diffuse fundus, Autoimmune reactions,
type A N. pylori,
sociated with environmental factors



Reactive
tritis, reflux
type C

phocytic

sranulomatous

Chemicals, bile, NSAIDs

Radiation lesions

Idiopathic, IiImmune
mechanisms, H. pylori

Crohn's disease,
sarcoidosis, Wegener's
granulomatosis, foreign

bodies

Food allergy, other allergens

Other bacteria (except H.
pylori), viruses, fungi,
parasites



/ alization of CG
4' 3 (gestritis of the body of the stomach)

gastritis type B);
2 body of the stomach (gastritis type A);
jastritis (pangastritis)



Clinic
yspepsia (heaviness and pressure
gastrium area after meals, belching,

. ‘nausea, bad taste in the morning,
2S heartburn);

IC pain after meals (especially after
hot,\coarse, fried, smoked food);

pepsia (constipation or
I nce grunts and transfusions

| \‘. IC syndrome;
AypoYvitaminosis, pallor of the skin

dimmune gastritis).




-diagnostic criteria of

Gastritis B. Gastritis A.
(Helicobacter) (autoimmune)
antrum fundus, body
expressed, active not expressed
very often rarely
+ —
- +
- +
- +++
- +
any type of secretion expressed

very often rarely



fia harmful factor.

I$ - at external or internal
ne development of coagulation

ammatory infiltrates (regress
ths). It can also lead to gastric



with sarcoidosis, Wegener's
I$, foreign bodies of the stomach.
copic picture, it is similar to gastric



OSIS anazacon|03|s)
tertiary syphilis.



0ds of diaghosis

//i lopsy for morphological confirmation of

| tibodies to parietal cells ("serological



ication of H. pylori

Ureasy
Cytological
Histological
Molecular (PCR)

Determination of antibodies
(enzyme-linked immunosorbent) *
Molecular

Ureas breathing
Stool test **
Determination of
antibodies
Molecular




ked immunosorbent assay

\\ um lgJ determination)



Jeodoscopic signs of
jastric atrophy




Gastr doscopy with biopsy

"

Ul
CHROMOGASTRO .) OPY
(iIntravital mucoussstatning with methylene blue) allows to

identify areas of int@Stinal metaplasia for performing biopsy
sighting '




@

/.

at us / exudative gastritis
fficial gastritis);

gopic categories of GC

giG gastritis;
astic \gastritis;
mpanied by DGR (reflux



evaluation of the stomach
nction (normal, increased



/r Iples of treatment

i

Sparing

Ction;
\NA | GB,

an 0.005% 1 ml IM or T-
1% 1 ml SC or alternate

\ GC A);
\ 10 xidants






/Etiology

ations for Billroth | or Billroth I

Bially if these interventions were

nid by pyloroplasty and the
\ 0f gastrointestinal

[1C

SIS);

\ ‘o of vagotomy;
stectomy,
¢ cter dysfunction;

¥ NSAIDs.



r,' for NSAIDs-gastropathy

// hout additional risk factors;

oticulcer);
S (rare recurrence of ulcers);
1t administration of corticosteroids;
d alcohol drinking;

JS

‘ 2d by bleeding or perforation;
(especially NSAID-induced);
0 or more risk factors



Ahogenesis

bile acids lysolecithin

. J
Y

solubilization of superficial
epithelium membranes
lipids

T apoptosis of
epithelial cells

disrupted Pg
synthesis in gastric

mucosa and | its
‘ cytoprotective

properties




Morphological
features of type C
GC

enlarged capillaries;
| lUCUS content on the surface

Jcytic and plasma cell
Jally without granulocytes.



Iples of treatment

rbable antacids;

etics (domperidone,

. gastritis - PPl and H2-
Sible double doses)







. etiology, pathogenesis
.. view of tne early twentietn century
Excess HCI production

netic predisposition Disorders of

Increase in weight of neuroellmlgcrme
parietal cells regulation

ihcreasing gastrin Increasing vagal
influence

hyperfunction, gastrin
and histamine-
producing ECL cells

\. oduction in response
\ o food intake G-cell hyperplasia and

i A
2
\

i ;i b

\

b

y

\







peptic ulcer: etiology,
pathogenesis

Protection factors

@ The formation of mucus
@ Secretion of bicarbonates
@ Proper blood flow

@ Epithelial regeneration

@ Prostaglandins

@ Immune protection

A

Helicobacter pylori *

Weakening




* X %
* THE

MAASTRICHT
TREATY .
* i *
PERSPECTIVE
* *

* 4 X

AUASOLIDATED FTREATY ON ELBOPEAN LNHIN

MASTRICHT V



Modern views

edicine addresses the tactical and
ssues of diagnosis and treatment
standpoint of evidence-based

egulations are formulated in the
arnational agreement documents.

' Dle of this development in
fagy is the Maastricht Consensus
anagement of patients with



ﬁaastricht V

ance to antibiotics is increasing in
ons of the world. Sensitivity results
n 9e based on both population and

data.
\\ high (> 15%) resistance to
/cin\irecommended quadrotherapy
\ and without bismuth, and
1tant therapy (PP1, Amoxicillin,
| and nitroimidazole)



Maastricht V

ded to 14 days.

low resistance to Clarithromycin
eicomponent therapy is
adjas a first-line empirical therapy.

otherapy is an alternative.



ygaastricht V

and rabeprazole may be of benefit in
rth America, where the prevalence
2 PPl metabolizers is high

ay be recommended.

quinolone resistance, the
pismuth with other antibiotics and
ge/optimal.



6w to treat?
g st-line therapy:

PRI - 2/Time a day

amoxicil in - 1000 mg 2 times a day
rlrl threamycin - 500 mg 2 times a day

resistance to clarithromycin <15-
% in the region)

or

a day

| 000 mg 2 times a day
\a! e - 500 mg 2 times a day

SiIStance to metronidazole <40%)

Duration - 10-14 days,
Eradication by 5% (A, 1a)



doses of PPI 2 times a day
dication (A, 1b)

2 to CLA> 15-20%

of HP to antibiotics Is not

cd
o
imes aday. |

metronidazole- 500 mg 2 times a day
letracycline - 500 mg 4 times a day



erapy I1s not available:

rapy (14 days)

herapy Without bismuth (14 days):

0 mg 2 times
Imes

900 mg 2 times (A, 1a)



day

Citrate - 120 mg 4 times a day or -
S a day

- 500 mg 2 times a day

or

+

Icillin 1.0 2 times
+

ayofloxacin 0.5
(A, 1a)

1 T resistance (B, 2b)
be considered




/5 fing protocols for eradication are
gded in the national protocol for assisting
ith Hp-associated diseases

Three-component therapy:

g twice a day

‘ \ allergies to penicillin - instead of
: .\. azole 500 mg 2 twice a day)

t al therapy:

2t / d+ amoxicillin 1000mg 2 t / d for
\witching to PPI + clarithromycin
onidazole 500 mg 2 t / d for 5 days



z(erapy (quadrotherapy)

difor ineffectiveness of three-
ent or sequential, intolerance or
3sistance to clarithromycin

500 mg 3 times a day
0 mg 4 times a day



escue Therapy

)mg 1g / d for 10-14 days



omitant therapy

1 /2 (3 (4 (5 (6 [(7 (8 (9 (10|11 12 13 |14

e

J U
; \ .."\ b b b b b L b L L - L L .
lllllllllllll
|
1 ' /



_

al, more aggressive
l K t| therapy is offered
\ -.\ ad to the previous
.\ ‘or the treatment of

odcter pylori infection
\\\ py
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