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Blocking Effect in Patients with Gastric
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Introduction. Gastric and duodenal ulcer disease (UD)
in many countries is one of the most pressing problems
of gastroenterology and is in the focus of attention of
gastroenterologists, physicians, surgeons, as it has a high
proportion among other diseases of the digestive tract,
often recurs, causes numerous complications, which leads
to disability and long-term disability [19, 21]. This is due
to its high prevalence and the predominant onset of the
disease in young and middle age (in economically de-
veloped countries, it is detected in 5.0-10.0 % of the adult
population). According to national healthcare professio-
nals, there are about five million patients with UD in Ukraine,
with tens of thousands of new cases registered each year
and a growing trend in the number of patients [1].

Given the widespread prevalence, complex and mul-
tifaceted etiopathogenesis, and multiple negative social
and economic consequences, the problem of optimising
the treatment of duodenal UD associated with Helicobacter
pylori (Hp) infection is one of the most pressing. An
important step in the treatment of UD was the approval
of the European concept of Hp eradication, which provides
clear treatment recommendations and specific regimens
for Hp eradication, formulated in the Maastricht Con-
sensus and taken into account in UD treatment protocols
[7, 10]. However, it should be noted that all recommended
treatment protocols include acid reducing agents (proton
pump inhibitors, H,-histamine receptor blockers) without
taking into account information about the state of gastric
secretion, which may be achlorhydric or even anacidic
in certain cases [20, 36].

Despite numerous clinical trials investigating the ef-
ficacy of acid-blocking drugs in large cohorts of patients
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with various pathologies, an important aspect of their use
is the assessment of the effect on a particular patient, as
it can vary significantly depending on the individual
characteristics of the patient’s gastric secretion [9, 25].
Assessment of the effect of an acid-reducing drug through
its impact on several gastric juice parameters allows for
amuch deeper characterisation of its impact on the com-
plex mechanism of gastric secretion. This mechanism
includes not only the level of acidity, but also the con-
centration of pepsin, electrolytes, bicarbonates and mucus.
Identification of these relationships (constellations) makes
it possible to predict the effectiveness of a particular drug
and select its dosage for each patient based on the initial
indicators of gastric secretion and response to stimulation.
This, in turn, improves treatment outcomes, reduces side
effects, and achieves higher efficacy of gastric and duo-
denal ulcers [1, 9, 25].

In summary, studies to predict the effectiveness of
stimulating gastric secretion with pentagastrin and the
use of H -histamine receptor blockers in patients with
gastric and duodenal ulcers are an appropriate and relevant
task that can help improve the effectiveness of treatment,
reduce the risk of comorbidities, and increase knowledge
about the prescription of acid-reducing drugs in patients
with UD [28, 37, 39].

The aim of the study. To find out the prognostic value
of gastric secretion indices (amount of gastric juice, free
hydrochloric acid, total acidity, hydrogen ion rate, pepsin,
pepsin rate, potassium ions in gastric juice, N-acetylneura-
minic acid in juice, sodium ions in the juice) and their
constellations to predict the response of gastric mucosal
parietal cells to submaximal stimulation with pentagastrin
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and blocking effect of famotidine in patients with gastric
and duodenal ulcers.

Materials and methods. After obtaining the written
consent from patients for the examination following the
principles of the Helsinki Declaration of Human Rights,
the Council of Europe Convention on Human Rights and
Biomedicine, as well as following the legislation of Ukraine,
the study was conducted in a randomized manner with
preliminary stratification by the presence of an endoscopically
confirmed diagnosis of UD in the acute phase (Order of
the Ministry of Health of Ukraine N 613 dated September
03, 2014) in 40 patients (28 women (70.0 %) and 12 men
(30.0 %) aged 18-68 years) at the 5th City Hospital in
Lviv. All patients who participated in the study had a
positive urease test for Helicobacter pylori.

To assess the changes in gastric secretion under the
influence of submaximal stimulation with pentagastrin
and subsequent administration of the H,-blocker of histamine
receptors famotidine, a modified version of the fractional
sensing technique was used [4, 6, 41]. The technique
involved aspiration of the gastric contents on an empty
stomach, after which the basal secretion was suctioned
every 15 minutes during the first hour. At the beginning
of'the second hour, patients were injected with a submaximal
dose of pentagastrin subcutaneously at the rate of 0.008
mg/kg body weight, after which the secretion was collected
every 15 minutes for an hour. At the beginning of the
third hour, 40.0 mg of the H -histamine receptor blocker
famotidine (KRKA, Slovenia) was administered intra-
gastrically, after which secretions were collected every
15 minutes for an hour [24].

The following parameters were determined in all
portions of gastric juice: the amount of gastric juice, free
and total hydrochloric acid (HCl), hydrogen ion (H")
activity and its flow rate, pepsin content and its flow rate
(debit), potassium ions (K*) in juice, N-acetylneuraminic
acid (NANA) in juice, sodium ions (Na”) in juice. The
amount of gastric juice was measured in ml; free and
total HCI of gastric juice was determined by the titration
method in mmol/l; to assess H activity, titration was
performed using a pH meter, their flow rate was measured
inmmol/h [2, 3, 5]; pepsin content was measured by the
colourimetric method in mmol/1 [11, 13, 15, 26, 27, 30,
35,40, 42], its flow rate was measured in mg/h; Potassium
ions (K*) in juice were determined by the half-beam
photometric method in mmol/l [18]; NANA, as a marker
of mucoid secretion, was determined by the resorcinol
method in pM/1 [8, 12, 14, 22, 23, 31, 32, 34]; Na*
concentration, as a marker of hydrocarbonate secretion,
was determined by the half beam photometric method
in mmol/I [5, 18].

The study was conducted in three stages. At the first
stage, nine indicators of gastric secretion were studied
in 40 patients: the amount of gastric juice, free and total
HCI, H" activity and its flow rate, pepsin content and its
flow rate, K™ ions in juice, NANA in juice, Na* ions in
juice. A correlation analysis was performed to identify
the relationship between the H* flow rate and the values
of other indicators of basal gastric secretion, for which
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the Pearson correlation coefficients and their corresponding
p-values were calculated [16, 29].

At the second stage of the study, the response of the
parietal gastric glands to submaximal pentagastrin stimu-
lation was assessed, for which all patients were stratified
according to the H* flow rate in gastric juice after stimu-
lation into three groups: hyperacidic, normal (reference
values) and hypoacidic.

The nine basal gastric secretion indices mentioned
above were also stratified into three subgroups: with el-
evated (increased), normal and decreased (decreased)
values relative to the reference values.

The y>-test was used to assess the relationship between
baseline values and H* efflux after stimulation. The results
were considered significant at a p-value of less than 0.05.
To determine the optimal constellations of basal secretion
parameters for predicting the response to submaximal
pentagastrin stimulation, an optimization task was used
to minimize the p-value of the z-test by comparing the
proportions of individuals who fell into the corresponding
constellations [17, 33].

At the third stage, the reaction of the parietal gastric
glands to the administration of the H,-histamine receptor
blocker famotidine was assessed, stratified according to
the H* flow rate in gastric juice after stimulation into
three groups: patients with hyperacidity, normal values
(reference values) and hypoacidity. All the studied basal
gastric secretion parameters were also stratified into three
subgroups: with increased, normal and decreased values
relative to the reference values. At this stage, a t-test was
performed to compare the mean values of H* efflux after
famotidine administration for each of the nine groups of
patients and the mean value of H* efflux in the entire
study sample.

To determine the optimal constellations of basal se-
cretion parameters for predicting the response of the
parietal gastric glands to the administration of the
H,-histamine receptor blocker famotidine, an optimization
task was used to minimize the p-value of the t-test by
comparing the mean values of H* debitage in patients
who fell into the corresponding constellations with the
mean value of H™ debitage in the entire study sample
[17,29].

Results and discussion. At the first stage of the study,
a correlation analysis was performed to identify the
relationship between the hydrogen ion flow rate and the
values of other indicators of basal gastric secretion
(Table 1).

Table 1

The results of the correlation analysis to identify
the relationship between the hydrogen ion flow rate
and the values of other indicators of basal gastric secretion
(parameters; r; p)

Parameter Correlation
coefficient r P
1 5 3
The amount of gastric juice 0.44 <0.01*
Free
HCI 0.85 <0.01*
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Contin of the Table 1 Contin of the Table 2
1 2 3 1 2 3 4 5 6
Total a(:1d1ty 0.87 <0.01* increased 13 0 0
. . .
Pepsin 0.44 <0.01 Pepsin flow normal 2 1 1 066
. rate, mg/h
Pepsin flow rate 0.25 0.03*
reduced 37 2 4
K" ions in juice -0.04 0.69
increased 29 0 1
NANA in juice -0.16 0.15
K*, mmol/l normal 33 2 3 0.57
Na* ions in juice -0.07 0.54
reduced 10 1 1
Note. * - the relationship is statistically significant. increased 7 3 5
NS\I/}I/IA’ normal 0 0 0 1.00
Statisti(.:al analysis of the results rev§al§d that the .H+ reduced 0 0 0
flow rate in basal secretion correlates significantly with :
total acidity (r = 0.87, p < 0.01), free HCI (r = 0.85, increased 1 2 2
p< 0:01), pepsin flow rate (r = O..Sl, p <0.01), juice mlroi/l normal 61 1 0.04*
quantity (r = 0.44, p < 0.01), pepsin content (r = 0.25,
p = 0.03). At the same time, there were no significant reduced 0 0 0

relationships between the H" flow rate in basal secretion
and the content of K*, NANA, and Na* ions in juice.

The values of indicators after submaximal stimulation
with pentagastrin are shown in Table 2.

Table 2

Results of the y>-test to assess the relationship between basal
secretion and hydrogen ion flow after stimulation
(parameters; number of people in the group with hyperacidity;
normacidity; hypoacidity; n; p)

Group by | Patients Patlﬁgts Patients
the content with w with
Parameter . | normal .| p
of the hyperaci- acidit hypoaci-
parameter dity, n i Ys dity, n
1 2 3 4 5 6
increased 0 0 0
Amount
of gastric normal 25 0 1 0.37
juice, ml
reduced 47 3 4
increased 2 0 0 0.76
F;frenf)ll?ll’ normal 12 0 0 .
reduced 58 3 5
increased 2 0 0
Total
acidity, normal 10 0 0 0.81
mmol/l
reduced 60 3 5
increased 42 2 2
H* flow
rate, normal 12 1 1 0.74
mmol/h
reduced 18 0 2
increased 21 1 0
Pepsin,
mrIr)lol N normal 28 0 2 0.33
reduced 23 2 3

ISSN 2306-4269. Lviv Clinical Bulletin. 2025, 1(49)

Note. * - statistically significant relationship between the content
of the indicator in the basal secretion and the value of hydrogen ion
flow after stimulation.

According to the results of the post-stimulation secretion
tests, all cases were divided into three groups according
to the degree of secretion: corresponding to the particular
reference value (3.75 %), higher (90.0 %) and lower
(6.25 %) than it.

It was found that in the group with normal Na* levels,
pentagastrin stimulation in 94.0 % of cases led to ultra-
high H" efflux compared with the reference values; in
the group with reduced Na* levels (none); in the group
with increased Na* - 73.0 % of patients after pentagastrin
stimulation had higher H* efflux than the reference
values.

Thus, an inverse (reverse, negative) significant
relationship (p = 0.04) was found between the Na* content
in basal secretion and H* debit after pentagastrin
administration.

As for the other analyzed parameters, the results of
the y>-test did not reveal any significant relationships
between the content of these parameters in basal secretion
and H* debit after pentagastrin administration.

However, as a result of further statistical analysis,
all possible constellations of gastric juice parameters
were analyzed, and the optimal constellations for
predicting hyperacidity, normacidity and hypoacidity
after submaximal pentagastrin stimulation were searched
for on the basis of the lowest p-value in the z-test for
each possible constellation (Table 3).
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Table 3

Optimal constellations for predicting the response
of the parietal cells to stimulation (parameters; %; p)

Part
among
all other D
persons,
%

73.0

Proportion of]
people with
constella-
tion, %

Acidity Constellation

Hyperacidity| Na* normal and 94.0 0.02*
NANA higher

than normal

Na* above 100.0 3.0 <0.01*
normal and
NANA above
normal and K*
below normal
and pepsin
flow rate below
normal and
pepsin below
normal and total
acidity below

normal range

Hypoacidity| Free HCI below
normal and H*
flow rate below
normal and
pepsin normal
and pepsin
flow rate below
normal and K*
above normal
and Na*

Normacidity

100.0 5.0 <0.01*

Note. * - statistically significant difference between the
proportion of people with a response to stimulation among those
who fall into the constellation and corresponding proportion among
all others.

It was found that the best constant for predicting
hyperacidity is the value of basal secretion parameters
(Na" normal, NANA above normal) - 94.0 % of such
patients have a H* debit above normal after submaximal
pentagastrin stimulation compared to 73.0 % of all other
patients (p = 0.02). The best constant for predicting
normacidity is the value of basal secretion parameters
(Na* above normal, NANA above normal, K* below
normal, pepsin debitage below normal, pepsin below
normal, total acidity below normal) - 100.0 % of such
patients have a normal H* debitage after submaximal
pentagastrin stimulation compared to 3.0 % of all other
patients (p < 0.01). The best constant for predicting
hypoacidity is the value of basal secretion parameters
(Na'" normal, K" above normal, pepsin debit below normal,
pepsin normal, H* debit below normal, HCI below
normal) - 100.0 % of such patients have a H" debit below
normal after submaximal pentagastrin stimulation compared
to 5.0 % all other patients (p < 0.01).

At the third stage of the study, after the administration
of an H_-blocker of histamine receptors, the results presented
in Table 4 were obtained.
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Table 4

Average values of hydrogen ion flow in the studied subgroups
and the whole sample after blocking (parameters;
average value of hydrogen ion flow)

Group Average H' flow rate, mmol/h
Parameter by content
ofthe [Patients with[Patients with|Patients with
parameter |hyperacidity| normalcy |hypoacidity
enlarged - - -
Amount of
gastric juice, | normal 18.4 - 0.4
ml
reduced 21.8 4.7* 5.5%
enlarged 35.7* - -
Free HCI, normal 13.3 - -
mmol/l
reduced 21.6 4.7% 4.5%
enlarged 35.7* - -
Total acidi
Oﬁggiﬁlty’ normal 12.8% - -
reduced 21.4 4.7* 4.5%
enlarged 21.1 3.8% 1.6*
H nfllgl‘zlfﬁte’ normal 229 6.7 10.5
reduced 18.1 - 4.5%
enlarged 24.5 2.7 -
Pepsin, mg/l | normal 18.1 - 4.6*
reduced 20.2 5.8% 4.4%
enlarged 25.8 - -
Pepsin flow
rate, mg/h normal 19.1 2.7 0.4
reduced 19.7 5.8% 5.5%
enlarged 20.0 - 8.8
K*, mmol/I normal 224 3.8% 1.1*
reduced 16.6 6.7 10.5
enlarged 20.6 4.7* 4.5%
NANA, uM/1| normal - - -
reduced - - -
enlarged 16.7 5.8% 0.3*
Na“, mmol/l normal 21.4 2.7 7.3%
reduced - - -
Total number of patients 19

Note. * - statistically significant difference between the mean
value of hydrogen ion flow rate in the subgroup and the mean value
of hydrogen ion flow rate in the entire sample.
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After statistical analysis of the response of hydrogen
ion flow rate to blockade, several regularities were
established. For patients with H™ debit below normal after
submaximal pentagastrin stimulation, 9 groups showed
a significantly lower H* debitage after blockade compared
with the average H* debitage after blockade for the entire
sample: for patients with decreased basal secretion juice
content, for patients with decreased basal secretion HCI,
for patients with decreased basal secretion total acidity,
for patients with increased basal secretion H™ flow, for
patients with decreased pepsin flow rate in basal secretion,
for patients with normal K™ content in basal secretion,
for patients with increased NANA content in basal secretion,
for patients with normal Na™ content in basal secretion,
for patients with increased Na™ content in basal secretion

For patients with a normal H" flow rate after submaximal
pentagastrin stimulation, 9 groups (not all coincide with
the previous 9 groups) recorded significantly lower values
of H* flow rate after the blocker compared with the average
H* flow rate after the blocker for the entire sample: for
patients with decreased amount of juice in basal secretion,
for patients with decreased HCI in basal secretion, for
patients with decreased total acidity in basal secretion,
for patients with increased H* flow in basal secretion, for
patients with decreased pepsin concentration in basal
secretion, for patients with decreased pepsin flow rate in
basal secretion, for patients with normal K* content in
basal secretion, for patients with increased NANA content
in basal secretion, for patients with increased Na* ion
concentration in basal secretion.

For patients with higher than normal H* flow rate after
submaximal pentagastrin stimulation, the response to the
H,-histamine receptor blocker was twofold. For the two
analyzed subgroups, a significantly higher H" flow rate after
the blocker was recorded compared with the average H*
flow rate after the blocker for the entire sample, in particular,
for patients with increased HCI content in basal secretion
and for patients with increased total acidity in basal secretion.

In contrast, for patients with higher than normal H*
flow rate after submaximal pentagastrin stimulation, one
analyzed subgroup showed a significantly lower H" flow
rate after the blocker compared with the average H* flow
rate after the blocker for the entire sample: patients with
normal total basal acidity.

All possible constellations for predicting the response
of the parietal cells to blockade were analyzed, and the
best constellation for predicting a strong and weak response
to blockade was identified by the criterion of the lowest
p-value among all possible constellations (Table 5).

Table 5

The best constellations for predicting the response
of the parietal glands to blockade (parameters; mean value
of hydrogen ion flow; p)

. . Average value for people
Reaction Constellation with constellation P
1 2 3 4
Strong NANA above 0.5 <0.01*
normal and K*
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Contin of the Table 5

1 2 3 4

normal, pepsin
flow rate normal,
pepsin normal, Na*
above normal

Weak The amount of 43.15 0.01*
gastric juice is
less than normal
and free HCI is
less than normal,
pepsin is higher
than normal, pepsin
flow rate higher
than normal, K*
higher than normal,

Na* normal

Note. * - statistically significant difference between the mean
value of hydrogen ion flow for individuals with constellation and
the mean value of hydrogen ion flow in the entire sample.

The best constellation for predicting a strong response
to a blocker is the value of basal secretion parameters
(NANA above normal, K* normal, pepsin normal, pepsin
normal, Na* above normal) - the mean value of hydrogen
ion debit after blocking for patients with this constellation
is 0.5, which is significantly less than the mean value of
H* debit for all patients after blocking - 19 (p-value <0.01).
The best constellation for predicting a weak response to
ablocker is the value of basal secretion parameters (gastric
juice less than normal, free HCI below normal, pepsin
above normal, pepsin flow rate above normal, K" above
normal, Na" normal) - the mean value of hydrogen ion
flow rate after blocking with this constellation is 43.15,
which is significantly higher than the average value of
H* debit for all patients after blocking - 19 (p = 0.01).

The practical value of the results obtained is the possibility
of selecting a higher dosage of the blocker for patients
who are predicted to have a mild reaction, and a lower
dosage for patients who are predicted to have a strong
reaction.

Conclusions. The H" flow rate in basal secretion is in
areliable direct correlation with the following indicators
in basal secretion: total acidity (r = 0.87, p <0.01), free
HCI(r=0.85,p<0.01), pepsin flow rate (r=0.51,p<0.01),
gastric juice quantity (r = 0.44, p < 0.01), and pepsin
concentration (r = 0.25, p = 0.03). Hyperacidity after
stimulation occurred most often in patients with normal
basal Na* (94.0 % vs. 73.0 % in all other patients, p = 0.02).
Normacidity after stimulation most often occurred in
patients with Na* above normal in combination with K*
below normal, pepsin debit below normal, pepsin below
normal, total acidity below normal in basal secretion
(100.0 % vs. 3.0 % among all others, p = 0.0000003).
Hypoacidity after stimulation most often occurred in
patients with normal Na*, K* above normal, pepsin debit
below normal, pepsin content below normal, H* debit
below normal, HCI below normal in basal secretion
(100.0 % vs. 5.0 % among all others, p = 0.0001).

A significantly weak response to the H,-blocker was
confirmed for patients with hyperacidity after stimulation

29



LCB

in combination with increased HCI content, increased
total acidity in basal secretion. A significantly strong
response to H,-blockers has been confirmed for patients
with hyperacidity after stimulation in combination with
total basal acidity within the normal range, as well as for
patients with normacidity or hypoacidity after stimulation
in combination with decreased gastric juice content,
decreased HCI content, decreased total acidity, increased
H* flow, decreased pepsin flow, normal K™ content, and
increased Na” content in basal secretion:

Additionally, the significantly strong response to H,-
blockers was confirmed for patients with hypoacidity
after stimulation in combination with normal basal secretion

Na™, as well as for patients with normacidity after stimulation
in whom the basal secretion pepsin concentration was
reduced. The best constellation for predicting a strong
response to a blocker (p < 0.01) involves the following
values of basal secretion parameters (NANA above normal
and K* above normal, pepsin flow rate above normal,
pepsin above normal, Na™ above normal), and the best
constellation for predicting a weak response to a blocker
(p =0.01 - amount of gastric juice is below normal, free
HCI is below normal, pepsin is above normal, pepsin
flow rate is above normal, K* is above normal, Na"* is
normal (in basal secretion).
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Predictive Value of Individual Gastric Secretion Indices and Their Constellations

for Predicting the Response of Gastric Mucosal Parietal Cells to Pentagastrin
Stimulation and Famotidine Blocking Effect in Patients with Gastric
and Duodenal Ulcers

M. Pliatsko, O. Faiura, N. Grechkivska, O. Voloshyna, Y. Leshchuk,
A. Maksymuk

Introduction. Evaluating acid-reducing medications through their effect on various gastric juice parameters in

peptic ulcer patients provides deeper insight into the complex mechanism of gastric secretion, which includes acidity
levels, pepsin, electrolytes, bicarbonates, and mucus.

The aim of the study. To determine the prognostic value of gastric secretion parameters and their constellations

for predicting parietal cell response to submaximal pentagastrin stimulation and the blocking effect of famotidine
in patients with gastric and duodenal peptic ulcer disease.
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Materials and methods. The study included 40 randomized Helicobacter pylori-positive patients (28 women,
12 men, aged 18-68) with endoscopically confirmed duodenal ulcer disease in the acute phase. Modified fractional
probing was used to assess changes in gastric secretion.

Results. H™ debit in basal secretion showed a significant direct correlation with multiple parameters. Different
acid responses to stimulation were associated with specific baseline parameter constellations. Weak response to
H,-blocker was confirmed in patients with hyperacidity after stimulation, combined with elevated HCl and increased
total acidity in basal secretion. A strong response to H,-blocker was confirmed in several parameter constellations,
with the best predictive constellation (p < 0.01) including elevated N-acetylneuraminic acid, normal K*, normal
pepsin debit, normal pepsin, and elevated Na™ in basal secretion.

Conclusions. The prognostic value of gastric secretion parameters and their constellations allows tailoring blocker
dosage: higher doses for patients predicted to have a weak response and lower doses for those predicted to have a
strong response to stimulation.

Keywords: gastric secretion, peptic ulcer, hydrochloric acid, proton pump inhibitors, H -histamine receptor
blockers.

IIporuo3Ha HiHHICTH OKPEMHUX MOKA3HUKIB LIJIYHKOBOI CeKpewil
Ta IXHIX KOHCTeJIsIil 1J15 nepeadadeHHs peakuii napieTaJbHUX KJIITHH CJIN30BOI
000JI0HKH IIUIYHKA HA CTUMYJ/IIOBAHHS MEHTAraCTPUHOM i 0JI0KYBAJIbHY [1il0
(pamoTHANHY Y XBOPMX HA BUPA3KOBY XBOPOOY LIJIYHKA
Ta ABAHAAUATHIIAIOL KHIIKH

M. I'. [Lsiuko, O. I1. daropa, H. B. I'peukiBcbka, O. b. Bonommuna,
A. JI. Jlemyk, A. O. MakcumMyk

Beryn. Omninka n1ii KHCIIOTO3HM)KYBAJIBHOTO JIIKAPCHKOTO 3ac00y uepe3 HOro BIIUB Ha Ty HU3KY MMOKa3HUKIB
NUTYHKOBOTO COKY y XBOPHX Ha BHPa3KOBY XBOPOOY HUTYHKa Ta JBaHAALSTHIIATIO! KHUIIKA YMOXKIIMBIIOE 3HAYHO
IHOIIe OXapaKTepu3yBaTH MOTO BIUIMB Ha CKJIATHUN MEXaHI3M IITYHKOBOI cekpertrii. [leit MexaHi3M MiCTHTBH TI0-
Ka3HHK He JINIIe KNCIOTHOCTH, a i KOHIIEHTpAIlil IeNICHHY, €JIEKTPOIITIB, T1ApOKapOOHaTIB 1 cu3y. BusBneHHs mux
B32€MO3B’SI3KiB (KOHCTENAIINH) YMOXKIMBIIIOE HA OCHOBI BUXITHUX IMOKa3HUKIB IIIJTYHKOBOI CEKpeIil Ta peakiiii Ha
CTUMYJISIIIO TIepeadadnTy e(eKTUBHICTh KOHKPETHOTO JIIKapChKOTO 3ac00y Ta 1HAWBIAYaTbHO BU3HAYUTH HOTO
JTO3yBaHHS.

Mera. 3’scyBaTi IPOTHO3HY IIHHICTh OKPEMHUX MTOKA3HUKIB IUTYHKOBOI CeKpellii (KUTbKICTh IUTYHKOBOTO COKY,
BUTbHA COJISTHA KHUCIIOTA, 3araJibHa KUCIOTHICTD, 1e0IT BOMHEBUX MOHIB, TIETICHH, J€0IT METICHHY, TOKa3HUK HOHIB
KaJIif0 y IUTYHKOBOMY cotli, N-areTrmiHeipaMiHoBa KHCIIOTa B COIli, HOHW HATPIIO B COIIi) Ta IXHIX KOHCTEIISIIIN IS
nepeadadeHHs peakiii mapieTaabHUX KIITHH CIM30BOT OOOJIOHKH IUTYHKa Ha CyOMaKCHMalbHE CTUMYITIOBAHHS
MEHTaracTPUHOM 1 JIf0 6)101iaTopa H,-ricramiHOBUX pelenTopiB (paMOTHAMHY Y XBOPHX Ha BHPA3KOBY XBOPOOY
IUTYHKA Ta ABAHAISTHITAIO! KHIITKH.

Marepisiiu it MeToau. OTprMaBIIN MHCEMOBY 3TO/Ty TIAIIEHTIB HA TPOBEACHHS 00CTEKEHHS, B PaHI0Mi130BaHUI
croci0 i3 monepeAHbpOI0 CTPATU(IKAIIED 338 HASBHICTIO €HIOCKOIIYHO MiATBEPIKEHOIO AISITHO3Y BUPAa3KOBa XBO-
po0a IIIyHKa 1 JBaHAIIATUIANO] KUIIKK Y (a3l 3aroCTPeHHS 10 10CipKeHHs 3anyumin 40 naiienTiB (28 KiHOK
1 12 gonogikiB BikoM 18—68 pokiB) Ha 0a3i 5-i MicbKo1 JikapHi M. JIbBOBa. Yci marfienTH, ki Opajiu y4acTs y JOCTi-
JOKEHHI, MaJli MO3UTUBHUH ypeasHuii TecT Ha HasiBHicTh Helicobacter pylori.

J11 OLiHKY 3MiHM IIJTYHKOBOI CEKpetii IiJ] BINTHBOM CyOMaKCHMaIbHOI CTUMYJISAIII] MEHTaraCTPHHOM 1 HACTYyII-
HUM yBeJIeHHAM H -Onokaropa rictaMiHOBUX pelenTopiB (JaMoTHIMHy BUKOPHCTOBYBAJIN METOIUKY (DPaKIiiHOro
30HyBaHHS Y MOAN(IKOBAHOMY BapisHTI.

Pesyabraru. Jleditr H" y 6a3anpHiii cexperii nmepeOyBae y JOCTOBIpPHOMY MPSIMOMY KOPEJSAIIHHOMY 3B’ 53Ky 13
TaKUMU TIOKa3HUKaMHU B 0a3abHIN CeKperlii: 3arainpHo0 KucIoTHICTIO (1 = 0,87, p < 0,01), BimsHOIO HCI (r = 0,85,
p <0,01), i3 nebitom nencuny (r = 0,51, p <0,01), i3 06’emom nuTyHKOBOTO COKY (r = 0,44, p < 0,01), KOHIIEHTpa-
mieto nericuny (r = 0,25, p = 0,03). I'inepanuaHicTh Micas CTUMYIIIIT HaifgacTie BUHAKAIA y TMAIieHTiB i3 Na* y
HOpMi B 6a3zanbHil cekperii (94,0 % npotu 73,0 % cepen ycix inmmx, p = 0,02). HopmanuaHicTh micist CTUMYISAIIT
HalyacTille BUHUKaNA y marieHTiB i3 Na* Bumie HopMmu y oeHanHi 13 K™ Hrx4ue HopMu, 1e61TOM NETICUHY HUKYE
HOpPMH, TIETICHHOM HIDKYE HOPMH, 3arajJbHOI0 KHCIOTHICTIO HIKUE HOpMH B O0azanpHil cekperii (100,0 % mpotu
3,0 % cepen ycix iHmmx, p = 0,0000003). ['imoanuaHICTE MICS CTUMYIIAIIT HaYacTiIIe BHHUKAIA Y TIAII€HTIB 13
Na*" B mHopmi, K* Buiie Hopmu, 1€6iTOM MENCHHY HM)KY€ HOPMH, BMICTOM IENICHHY Y HOpMi, Aebitom H* Hinkde
Hopmu, HCI Hmkue Hopmu B 6azanbHii cexpenii (100,0 % npotu 5,0 % cepen ycix inmmux, p = 0,0001).
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HocTtosipHo cinabka peakitist Ha H,-6110katop miaTBep/uKeHa 11 TAMIEHTIB 13 MIEPAlUIHICTIO I/ CTUMYJIALIT
y TmoeTHaHH1 31 30imbIeHuM BMicToM HCI, mimBHIeHO0 3araabHOI0 KHCIOTHICTIO B Oa3aibHii cexpertii. Jlocto-
BipHO CHJIbHA PEAKITis Ha H2-6H0KaT0p MiATBEPIIKEHA JIJIS TIAIIEHTIB 13 TIMEPAITAIHICTIO TICISI CTUMYJIAII y TTO€-
HaHHI 31 3aTaJIbHOI0 KUCJIOTHICTIO B 0a3allbHIM CEKPEITii B MeKaX HOPMH, & TAKOXK JIJISI TTAIIEHTIB 13 HOPMAITAHICTIO
a00 TIMOANMIHICTIO MICIIS CTUMYJIAIIIT Y TTOETHAHHI 31 3SMEHIIICHIM BMiCTOM IIITYHKOBOTO COKY, 3MEHIIICHIM BMiCTOM
HCI, 3amXeHor0 3araabHOI0 KHCIOTHICTIO, MIABUIICHUM nebiToM HY, 3HIKEHNM 1e0iTOM MEeTICHHY, HOpMalTbHUM
BMicToMm K7, mimBumennM BMicToM Na™ y 0a3asibHIM cexperrii.

JlomaTKkoBO JOCTOBIPHO CHJTbHA PEaKIIis Ha H2-6n0KaTop MiITBEPIKEHA JTS TAIIEHTIB 13 TITOAITUAHICTIO TiCIIST
CTUMYJIAIT y TIOEAHAHHI 3 HOpMaTbHUM BMicTOM Na* y 6a3anmbHil cekpelrii, a TaKoXK JUTsl TTAIIEHTIB 13 HOPMAaITHI-
HICTIO TICISI CTUMYJIAIIT, Y SIKHUX KOHIIGHTpAIIisl TIeTICHHy B 0a3aibHii cekpeltii Oyna 3Hmkena. OnTuMaibHa KOH-
CTeJIAIIS IJIsl TPOTHO3YBaHHS CHIIbHOI peakiiii Ha 61okatop (p < 0,01) mepenbayvae Taki 3HaY€HHS MMOKA3HUKIB y
6azanpHil cexpemii (BMicT N- arleTuiHepamMiHOBOT KucioTH Oinbiie HopMu, K™y HOpMI, Ae0IT ericuHy B HOpM,
TIeTICHH B HOpMi, Na™ BHIIIE HOPMH), ONITUMaJIbHA KOHCTEIIAIISI I TIPOTHO3YBaHHS CJIa0Koi peakilii Ha O1okaTtop
(p = 0,01 — KiTBKICTh MITYHKOBOTO COKY HIK4Ye HOpMH, BimbHa HCI HMK4Ye HOpMU, TIETICHH BUIIIE HOPMH, I€0IT
nencuHy Buie Hopmu, K™ Bume Hopmu, Na™ y HopMi (B 0a3aibHiH cekperii).

BucnoBku. [IporHO3HA IIHHICTH OKPEMHUX ITOKA3HUKIB IMTUTYHKOBOI CEKPEITii Ta IXHIX KOHCTEIAIIN 11 Tiependa-
YeHHS PEeaKIlii mapieTaJbHUX KIITHH CIM30BOi 00OJOHKH IITyHKAa Ha CyOMaKcHMalbHE CTUMYJIOBAaHHS IEHTara-
CTPHMHOM 1 j1it0 Onokaropa H -ricramiHOBUX penenTopis (paMOTUIMHY Y XBOPHUX Ha BUPA3KOBY XBOPOOY HIITyHKA Ta
JBAHAITUTIANO! KUK YMOXJIMBITIOE Ni0paTh OibIe J03yBaHHS OJOKaTopa JUIsl MAIli€HTIB, I SKUX MPOTHO-
3y€ThCA cllabKa peaxilisi, i MEHIIIOTO — JUIA TAIi€HTIB, U SKAX MTPOTHO3Y€ETHCS CUIIbHA PEAKIIisl Ha CTUMYITIOBAHHS.

Kuro4oBi cj10Ba: muryHKOBa CeKpellis, MeNTHYHA BUPa3Ka, COJsTHA KUCIIO0Ta, IHT1061TOpH MPOTOHHOT ITOMITH, OJ10-
katopu H,-ricraMiHOBHX pelenTopis.
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