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1€ Inherited chronic recurrent
1T anlfested by formation of ulcer in
h or duodenum that can be

51ve or develop complications
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- Code after World wide disease classification

~— (WDC) -10:

- K 25 - stomach ulcer
K 26 - duodenum ulcer
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D morbidityis 1 case‘fo‘f{rOO
alth 1ildren. Before pubert
) morbidity is the same in boys
.;glrls later it’s more frequent in
ales because of protective

= 1 ﬂuence of female sexual

?,I"’" fﬁ{)rmones

— In PUD structure in children PUD of
duodenum is more frequent and

compound 81% of all cases, 13% are

due to stomach PUD and 6% are
comhination of ditodenitm and

I
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ant factor o
) formation is hereditary
1sp051t10n (family load is
-;,- e - 80 %, and as for aggressive
= features of stomach juice in one
- of the parents it’s defined in all

100% of cases)




Pred

ination

d cells and histamine produced cells formation in
;n mbrane of stomach antrum)
_. a " inaccuracy

d consumptlon of some drugs ( salicylic acid,
:u t1c01ds cytostatics etc.))

%: iarities of family habits - life style, family type of

“dmg, family relationship
né H,ypﬂdynamla or physical over loadings
e Chronic infection focuses
e Intestine parasites
* Neuro -psychic over loading
e Smoking and drug abuse
e Food allergy




compartments actlvely mﬂuence
aptic acid factor, change protective
rties of mucous barrier.

onged acidity in pyloric and
— du denal region induce methaplasia of
—  epithelium in this compartment and
_ predispose to HP invasion. HP can
impair epithelium and suppress
protective mucous membrane properties
, Initiate auto-aggressive reactions.
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1 he hlghest cytolytlc
1ty so this strain is 4
=t imes more in virulence as
=— compared to another strains.
~ In 90% of affected patients
this strain is defined.

-
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I ,predisposi_tizil-i'ﬁ PUD has such features:

ary determlned peculiarities of mucous

1es structure - elevated quantity of gastrin

d and histamine produced cells, hyperplasia of
la glands with increased quantity of main and

> cells.

-;,5-: Ir creased acidic- peptic aggression due to hereditary

— “increased secretion of pepsinogene A( responsible

=~ gene is situated in 11 chromosome) and also quality of
- these pepsinogene with dominating of A type that

induce synthesis of PG3 type.

e Decreased resistance of mucous membranes due to
suppression of mucin and bicarbonates production.

e Peculiarities of motor stomach function- decreased
obturative reflex that prevent acidic antrum content to,
pass into duodenum before its alkalizing in antrum.

Y

2AC1A1C



/e and aggressive factors that d
formation
—

R

Protective factors
* Mucous-bicarbonate barrier Aggressive factors
~ + Proper circulation Acids and pepsin excess production
.« Epithelium regeneration Motor impairment

sImmune defence Drugs
Helicobacter pylori

~ * Prostaglandins

Gastrin excess production
Fundic mucus hyperplasia

= A Lesion of gastro-duodenal mucous
membrane

* Antro-duodenal acidic brake

Neuendocrine regulation !
Genetic factors 10




lmlcs of typlcal pam
e ome in PUD was described
_____ begmnmg of 20 century

y Monlgan
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Clinics
Pain syndrome ‘ -
Appearance or 2 hours after feeding ( Moinigan rythm)
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- ffgéstrium . Ifaccompanied GERD is present it can irradiate
m space.
DYSPEPTIC SYND L
n ’usually together with GERD)
urgltatlon
& == .‘_'—‘:'; g w1th relieving pain
‘AB BDC DOMEN-P!

‘_‘Inegs in epigastrium, sometimes local in pyloric-duodenal region

- —

Y = (

= B Col('i, moist palms
J Hyperhydrosis
J Acrocyanosis
J Decreasing of BP
o Pulse lability 12



| o'p ients

5% children complaints are
nt ( silent ulcer)

00

== % patient first presentation of
dlsease can be complicated ( by
~ bleeding, perforation)

.’
—‘
e
.-"""s

®* More younger the child more
atypical clinics is seen
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ng stomach and duodenum ulcer,.»

disease

—
_D_wucer

. 4- omach ulcer

A

Boys are affected more
frequently

Girls and boys ratio is the
same

Two times more frequent
than in stomach uicer

Isn’t present as a rule

More frequent 0(I) group

No blood group
predisposition

Increased

Decreased

Season, periodic (
fall-spring time)

Seasons and periodic
exacerbation isn’t constant

BXAGH PSR acute

stinging pain, attack-like

Different intensity of pain,
less severe than in
duodenum
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After m S

Left of middle abdomen

e

.
Night, fasting or late (
| 1,5-2 hours after meal
Right ldle abdomen
line s — line
Expressed

Absent or mild

Enhanced ( prompt
evacuation, spasms)

Flaccid or normal

pH- Increased Decreased or normal
T
Basal-se Increased Normal
Increased Normal

15




(not obedient for non-complicated

* ( increasing of basal and stimulating
- secretion fractions)- is helpful to define
functional disorders but not ulcer itself.

== mlnmg of secretory function

W
\ U h'\“

e Helicobacter pyloric contamination.
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bl ? urrence onc and less,
moder — relapse 2 times per year, — recurrence more than 2

-

- exacerbation, partial remission, remission.
f’ nscopic stage - fresh ulcer, scarring defect, scar, scar-ulcer

1TV
24
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= h ocalization - Stomach (cardiac, subcardial portion, little, big
s ature pyloric region; duodenum (bulbus, post bulbar region)

— -———-

——

PSS EITHS (superficial, atrophic, and localization of it)

S
— -

R

= — 'gastroduodenltls (active, erosions, hyperplastic, associated with H.P.)

- —_—

-L i

-6.  Functional characteristics (with decreased acidic production,
- preserved or increased ).

B Complications- penetration in pancreas, hepatoduodenal
legamentum, gall bladder, liver, colon), acute bleeding , perforation,
stenosis (compensated, subcompensated, decompensated,
reflux-esophagitis)
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, melena symtoms of acute blood loss .

l1Ke vomltlng (Hb under influence of HCI turn
atm with dark-brown color)

- .-.o-

VIele — is black stool can be seen after the loss of
— than 60 ml of blood ( ferrum sulfate realizes

.4—'/"‘

———ur der the influence of digestive enzymes)

v -1’
lj-',

— . Symptoms of blood loss appear in the case of big blood
-~ loss weakness, nausea, paleness, tachycardia, cold,
clammy sweat, BP decreasing, dizziness, vertigo,
conscience loss sometimes

e Bleeding can be hidden . In stool you can find hidden
blood (positive Gregersen reaction)

f-

-—
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= »Q:Endoscopy and X-ray of stomach and
“duodenum if necessary

¢ Ultrasound diagnostics of abdomen
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\tion (8 %) - sudden knife-like
ium, naus efans
1en wall vomiting w1thout condltlon

r— .

g ol

& tlon (1,5 %) spreading of ulcer into
dmg tissues. It can be defined by X-ray
, 1ng by changing of the near organs
1on1ng

- —

| Rro duodenal stenosis (11 %). Formed
= -steadlly Accompanied by sensation of stomach
~— overfilling, nausea, regurgitation, burning,
- vomiting with relief of condition. The splash
sound in epigastrium. By X-ray stomach
dilation with retardation of its emptying.
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ormed witﬁﬁesymptomat'i‘c-ﬁlcers.

A ad B ) ) ¢ [ o= (W R A

. Clinics is scanty. The first presentation can be

.]_

B more rae perforatlon

f@dicine influences Appear after consuming the
lications that can disturb barrier properties of mucus
(no er01d and steroid drugs, cytostatics, etc). They are
— pr ‘_ nted by asymptomatic course. Bleeding can be the
.--..J-;ﬁr'St manifestation,

\
- -
-

P

e Hepatogenic. Can appear if inactivation of gastrin and
histamine is impaired in liver. Clinics is vague and
atypical, course is torpid, badly corrected by treatment.

e Pancreogenic. Appear in the case of decreased
production of bicarbonates and increased production of

Kinins. Pain syndrome is manifested and induced by foad
consumino. Course 1< constant.




ne. Very rare development in diabete :
yroidism. wh‘l's"ul d similar to

course of PUD.
-t -

g -

m s (gastrlnoma) lT’s usually localized in antral
mach or in pancreas, in 16% of cases it can be
t. It's resistant to PUD therapy. Screening test is
vat On of gastrin in fasting condition in serum.

_.
.

ﬂf_; e € ; i ulceration more frequently can be developed in
= ,Eﬁ'fe’ case of food allergy.

— et T i

-~ o in chronic renal failure due to impairment of gastrin
-~ degradation in kidneys and as a result disturb of
protective barrier in stomach

e In diffuse connective tissue disorders due to impairment
of microcirculation.

22



-

Clinics c NDLOIY CGQ | —
‘ ifficulties ] - J-"
e of typical pai‘m.l:o_me and dyspeptic symptoms

-

u u
NYNOAOY'INONNIC O Y NA N

ife threatening conditions ( bleeding,

Endoscopict
cers can be singular or multiple

,."‘

= ---- cer dlameter usually is not more than 1 cm.

—

‘ *Shape of ulcer defect is oval or round, so called “punched
_uleers”

e Bottom of ulcer defect is plant crater-like.

e Around the defect there is bright red crown, but
inflammatory ring is absent.

e Main localization is stomach
e Prompt epithelization. 23
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1de reparatlon ‘of ulcer defect
(1 ate contamination of H.P. of

- .....

.':l:‘-'*”*‘" t only get the healing of defect but

'ga-'

- restitute functional capacity of
mucous membrane.

* Prevent development of
exacerbations and complications.
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Featment is directed to sup ion fa
cidic -peptic m&dﬁontaminatlon of mucous
brane by HELICOBACTER PYLORI .

‘?’ . /d:

O
- i

0 f smokmg, alcohol taking.

et non-steroid and steroid medications, if it can’t
;ped to decrease dosages.

t] nal feeding. It means frequent intake 5-6 times per
:5 ‘with excluding of spicy products. Diet N 1-b in the
“case of exacerbation signs.

Medication treatment.

HELICOBACTER PYLORI eradication

Suppressing of acidity and peptic factors production
Correct motor evacuative function .

Stimulation of reparative processes. .
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oradicative

1ent include first and second line of eradicative

- d
g2 I

e
Bpe o= o

lin € is performed after diagnosis of PUD in any
.,a d (exacerbation or remission) and complications.

-——’.

"fi‘(mtrol of its efficiency is performed a month later the
— treatment not earlier predominantly by noninvasive
methods: breathing test (carbonic C13 or Helic-test) or
test of H.P defining in stool.

e If testis positive for H.P. second line therapy is

proposed. If test is negative therapy is stopped.
26
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HELICOBAGEERPYLORI :Tilez1a 00§ o (37 10 (8 e Y0 HU §

rophic changes and restitutes protective proper
A€

el - -

2licobacter pylorrmedications - methronidazole,

X\ SN
-,\ b, JR NP v B

-4‘

I al eradlcatlve schemes:
az 1 + Clarythromycine + Methronidazole

—<

pl azol + Amoxycilline + Clarythromycine

— "-44-_
o -

~ On prazole + colloid Bismuthi subcytrate
——+M ethromdazole + Amoxycilline

-“'
,

—:-'.‘f' ' ~CDMBINED ANTIBACTERIAL MEDICATIONS.

1. Gastrostat (colloid Bismuthi subcytratis + Tetracycline +
‘Methronidazole)

Gastropak - (colloid Bismuthi subcytratis + Amoxicilline +
Methronidazole)

2
3. Pylorid (ranitidin + colloid Bismuthi subcytratis )
4

Helicocide (Amoxicilline+ Methronidazole)
Therapy according to schemes is continued for 7 days, later they live only 27
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ge of the eradlcatron scheme doesn t provide
e H.p radication uneed 't to repeat
' D One

Regulc

— -

U . ’ -. J . s

& l'é()mponents in this scheme

e of one scheme later another scheme don’t

2 complete H.P. eradication you need to check
Sus: eptlblllty of Helicobacter pylori to all the

- spectrum of prescribed antibiotics.

~.

=5 —Appearance of H.pylori in patient earlier than one
5‘%—" ~year after eradication means recurrence of infection
~ _ but notreinfection. You need to choose more

~~ effective treatment scheme.

e Decreasing of antibiotic quantity in scheme leads to
H. pylori resistance formation. After finishing of 7
day combined eradicative treatment you can
prolong it for 4-5 days in the case o duodenal ulcer
and 7-8 weeks in stomach one with usage of one
antisecretory drug.

-
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opin
astrocepin

~—

prazole \

terial drugs

= ’Ifate /’acids

. 7 e-nol l

Mucouse-bicarbonate barrier

\’_4




~ ' Protone pomp inhibitors - blockers of

-

: H+/K+ATP -ase in parietal cells (omeprazole)

30



Antisec

H2-hisiaisite

Selectively block section' of HCI
Decrease Volum gastric juice
Decrease the levi

o

‘\1‘-'.- s

Clmetedj “group - 1 generation (Cimetedin, Tagamet,
1mehexal Neutronorm, rimamet)

S ", group - 2 and 3 generation (Ranitidin, Ranisan,
Ulkodin, Zoran, Histak, Ranigast, Ranitab, Ranitard,

group - 2 and 3 generation (Lecidyl,
Gastrocydln Quamatel, Famocyd, Ulfamid, Famodin)

o group (Axid)
o group (Roxan)

-
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b

rotectlve properties of ventricular

:.1_'? -

X - ?ﬁ«

-ATP ase blockers ( protone pomp

¥

—,-»Toﬁeprazol omez, omeprol, omezak, ornatol, losek)

-

e Inhibit HCI production

Ky



d Bismuthi subcytrate, De-nol (Tribimol,
ixol). Increase prostaglandln production,
)rb pepsin, has antihelicobacter activity.

ralfat Venter, antepsyn). Connect
linium with sulfate polysaccharide, in acidic
= _surroundings get adhesive properties. On the
- surface of erosions and ulcers perform complex
compound with protein -helate and create
mechanic protective barrier.

Film-forming medications are basic remedies in
peptic ulcers with normal secretory function.

.,_.;-P'
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PROSTOGEAN —JDCLW

Ark Qnate§$d’mucus production,

v =

® SR \J r)

)

ve » microcirculation. It's
,aa prostol (Arboprostyl,
prostyl)
must be taken before meals and
before sleeping. Course is 4 weeks.

—

'7-4-
— o —
g.—‘
,‘o
’.—_‘
I
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-ompanied dysmotility is present
eno-gastral reflux,
sophageal reflux)

freceptor blockers (cerucal,

= ,.f..,.;';-- 111um) 1mg/kg TID or cizaprid

~ (Coordinax, Propulsid) 0,4-0,5 mg/kg
- /day can be used.

—

- -
— -
—

.

—

L1

® Spasmolytics (no-spa, Papaverin,
Platiohyllin, Buskopan)

35
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diathermo coagulatlon laser
tlon)

| '~~' jous infusion of haemostatic

P e

1ed ications (Vicasol, Calcium, Androxol)

f:i"“a-* intake of 5 % Sol. Of Aminocapronic acid
= w1th Thrombin and Androxol

_-

‘
-
—

-® Prescrlblng of H2 -histamine blockers IM
~ (Quamatel, 2mg/kg/day 1V)

e [f bleeding is significant transfusion of plasma

or blood (only of the same group)
36



—

et

ation ofirﬂ;@ita{lizatioﬁ' in the
ach PUD 30 35 days in the

;._‘bf severe course it can be 6-8
: '>kS u

- - -
- - X -._‘ A -

e —
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After ulcer healing (phase of

* ’lncomplete remission) treatment
can be prolonged at ambulatory
regimen. In the phase of remission
sanatorium treatment is desirable.:
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o - | —
Cy criteria A_,apy is clinic and
e e = |

ms absence healmg of ulcer defect
""‘ sence of inflammatory signs while

| OplC examining. Observation must be
= 3 ded for 5 years. It can be finished if

~  remission is stable for 5 years.

e

—

—
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year dependlng on severity of

‘?c

ce! batlons are absent FGDS must be

- -
~—

°‘ P

er ,'tﬁed once per year. It will be done in the

-~ —

-

:"’ ' » of therapy inefficiency “on demand”

}.‘

:d*'l:[rlng exacerbation period.

= ~ e Stomach secretion must be examined 1)
pH-metry once per year.

¢ Stool analysis for hidden blood must be

performed twice per vear. X




te remission period diet Ne 1 is taken

6 Mo. - ’
Sfreed from physical trainingigair{g;‘ou%.

1g dispensary periéa'fwo times per year ( usually

s for 3-4 weeks are performed.

6

rium treatment can be recommended only in

ﬁf complete remission or period of recovery if

f gastro-duodenitis are absent. If bleeding has
-k -; present sanatorium is permitted not earlier than

S _ no after gaining full remission ( such sanatorium

~— will be preferable like Truskavets, Morshin,

Berezovsky mineral waters, Ray-Yelenovka etc.)

1

-0 If child has no exacerbations for 5 years and he is in

complete remission he is stopped to undergo
dispensary examination.

40



Questions —

-*

tion of pepgc!_“ﬁi”cer disease

1CYy and prognosis

l symptoms of peptic ulcer disease

v‘l'

ddit nal (instrumental) methods of
~ invas lgatlons

6—-“‘
;——1{-— =

. Preventlon of complications of peptic ulcer
disease

* Principles of treatment of peptic ulcer disease



