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Abstract. Background. The prevalence of non-alcoholic steatohepatitis (NASH) and chronic obstructive pul-
monary disease (COPD) is gaining global significance in the population of economically developed countries
with a growing trend in Ukraine. The purpose was the determination of the intensity of systemic proteolysis and
endogenous intoxication before treatment and the efficacy of hepatoprotective therapy in patients with NASH
against the background of obesity, depending on the comorbidity of COPD. Materials and methods. Seventy-
six patients with NASH, grade 1 obesity and COPD 2-3 D were screened and divided into 3 groups according to
the treatment received. The control group (C group) consisted of 23 patients receiving basic treatment for NASH
(essential fatty acids complex 300 mg 2 capsules 3 times daily) for 30 days and baseline COPD therapy. Twenty-
five patients (group 2 — primary, O1), in addition to similar COPD therapy, for the treatment of NASH, instead
of essential fatty acids complex, received antral at a dose of 200 mg 3 times a day for 30 days. The third group
(basic, O2) involving 28 patients with NASH, grade 1 obesity and COPD 2-3 D, in addition to similar COPD
therapy, for the treatment of NASH, instead of essential fatty acids complex, received antral at a dose of 200
mg 3 times daily and, additionally, policosanol at a dose of 20 mg after the dinner for 30 days. The comparison
group consisted of 30 apparently healthy individuals. Results. The proposed therapy with antral reduced the
intensity of lysis of azoalbumin, azocasein and azocol in patients of group O2: at day 30, the decrease was 1.3,
1.2 and 1.6 times (p < 0.05), respectively, in patients of the group O1: on day 30, the decrease was 1.2, 1.2 and
1.6 times (p < 0.05), respectively, compared to the pre-treatment values. In the group C, the values decreased
less intensively (p < 0.05): only the azocol values were likely to change — 1.3 times (p < 0.05) with the presence
of a significant difference with the groups O1 and O2 (p < 0.05). Conclusions. The combined administration
of antral for 30 days resulted in a significant correction of proteinase-inhibitory homeostasis in patients with
NASH associated with obesity and COPD, which was accompanied by a significant decrease in endotoxicosis
(p < 0.05) and damaging effect of systemic proteolysis (p < 0.05).
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Intfroduction a growing trend in Ukraine [1—3]. In the USA, the num-

Over the last few years, there has been an explosive inte-
rest of the scientific community in non-alcoholic fatty liver
disease (NAFLD) and its progressive stage — non-alcoholic
steatohepatitis (NASH) due to their widespread among
the population of economically developed countries with

ber of cases of NAFLD is projected to reach 100.9 million
people (35 %) by 2030, and the proportion of NASH among
these patients will increase to 27 % [4]. Unfortunately, in
Ukraine, there is no systematic data on the prevalence of
NASH that makes it difficult to formulate a prognosis, but
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we can definitely speak of a heavy economic burden and an
increase in the number of patients with liver cirrhosis, ter-
minal stages of the disease, requiring transplantation, and
with hepatocellular carcinoma.

The experience of treating NASH is still small, so the
therapy has not yet been developed in detail. The use of
drugs with different mechanisms of action is investigated.
There are known results from some studies of predominant-
ly uncontrolled or descriptive nature, as well as small-scale
randomized controlled (pilot) trials of several drugs, most of
which are based on morphological data [5—S8]. Researchers
emphasize the reduction (arresting) of laboratory and mor-
phological features of NASH activity [9, 10], but the results
of pharmacotherapy are ambiguous. Despite the increase
in the comorbidity of NASH and chronic obstructive pul-
monary disease (COPD), there is a need to conduct studies
regarding general mechanisms of development and burden
interaction of these nosologies with the development of new
correction methods.

According to a number of studies on the use of an-
tral, the remedy promotes the restoration of glycogen
and protein-synthesizing function of the liver, improves
phospholipid synthesis, activates cytochrome system,
stimulates tissue respiration processes, improves energy
supply and functioning of hepatocyte monooxygenase
system, contributing to the reduction of endotoxicosis
intensity [11, 12]. By inhibiting cyclooxygenase and re-
ducing the synthesis of prostaglandins and other media-
tors of inflammation, antral exerts its anti-inflammatory
effect, inhibiting the processes of free radical oxidation
and enhancing the processes of neutralization of free
radicals, leading to a decrease in the severity of cytolytic
syndrome that prevents the destruction of hepatocytes
and reduces the intensity of the inflammatory process in
the bronchi [13].

In Ukraine, a new phytopreparation has appeared,
which improves the lipid spectrum of the blood and has an
antioxidant effect protecting low-density lipoprotein cho-
lesterol from destruction by free radicals, reducing hyper-
triglycemia, suppressing excessive platelet aggregation and
improving the effectiveness of statin therapy in combined
use — phytostatin, which is a mixture of fatty alcohols ex-
tracted from the waxy mass of sugar cane [14].

Purpose. Determination of the intensity of systemic
proteolysis and endogenous intoxication before treatment
and the efficacy of the use of antral in patients with NASH
against the background of obesity, depending on the comor-
bidity of COPD.

Material and methods

Seventy-six patients with NASH, grade 1 obesity and
COPD 2-3 D were screened and divided into 3 groups ac-
cording to the treatment received. Before treatment, the
average activity of cytolytic syndrome (the activity of ala-
nine aminotransferase) was (1.440 + 0.011) umol/h - 1).
The control group (group C) consisted of 23 patients re-
ceiving basic treatment for NASH (essential fatty acids
complex 300 mg 2 capsules 3 times daily) for 30 days and
baseline COPD therapy (budesonide 160 pg/d + formote-
rol fumarate 4.5 pg/d) by inhalation 2 times a day for

30 days; ipratropium/fenoterol (250/500 pg/ml) by inha-
lation with a nebulizer twice a day, azithromycin 500 mg
once per day for 10 days. Twenty-five patients (group 2 —
primary, O1), in addition to similar COPD therapy, for the
treatment of NASH, instead of essential fatty acids com-
plex, received antral at a dose of 200 mg 3 times a day for
30 days. The third group (basic, O2) involving 28 patients
with NASH, grade 1 obesity and COPD 2—3 D, in addi-
tion to similar baseline COPD therapy, for the treatment of
NASH, instead of essential fatty acids complex, received
antral at a dose of 200 mg 3 times daily and, additionally,
policosanol at a dose of 20 mg after the dinner for 30 days.
The mean age of the patients was (55.70 £ 3.22) years. The
comparison group consisted of 30 apparently healthy indi-
viduals (AHI).

The diagnosis of NASH was made according to the uni-
fied clinical protocol approved by the order of the Ministry
of Health of Ukraine No. 826 of 06.11.2014, in the presence
of criteria for the exclusion of chronic diffuse liver disease of
viral, hereditary, autoimmune or drug genesis as the cause
of cytolytic, cholestatic, mesenchymal-inflammatory syn-
dromes, and the results of ultrasonography with shear wave
elastography, SteatoTest.

The diagnosis was established and the treatment for
COPD was conducted following the clinical guidelines
(MOH Order No. 555 of June 27, 2013, taking into account
the recommendations of GOLD, 2019).

The obesity was diagnosed according to the classification
of the WHO International Obesity Working Group (1997).
The patients were subjected to measurements of height and
body weight, their body mass index (BMI) was calculated
according to the Kettle formula (1):

BMI = mass (kg) / height’ (m). (1)

The diagnosis of obesity was made with BMI higher than
30 kg/m?.

On admission to the hospital, the functional state of
the liver was determined according to the approval list
of activity of enzymes, markers of pigment and nitrogen
metabolism, proteinogram, lipidogram, ionogram, and
calculation of the de Ritis ratio. All the patients under-
went anthropometry to determine BMI, waist circumfe-
rence (WC), hip circumference (HC), and waist/hip index
(WHI =WC/HC).

The intensity of endotoxicosis was studied by the con-
tent of medium molecular weight peptides (MMWP) by
the method of N.I. Gabrielyan at 254 and 280 nm. The
proteolytic activity of blood plasma was studied using azo-
albumin (AA) (lysis of low molecular weight proteins),
azocasein (AC) (lysis of high molecular weight proteins),
azocol (CLA) (collagen lysis) using standard reagent Kkits
(Simko Ltd, Lviv).

Statistical analysis of the results was performed accord-
ing to the type of study conducted and the types of numeri-
cal data obtained. The normality of the distribution was
checked using the Lilliefors, Shapiro-Wilk tests and the
method of direct visual evaluation of the histograms of the
distribution of eigenvalues. Quantitative indicators that had
a normal distribution are presented as mean (M) * standard
deviation (S). For comparisons of data that had a normal

102

Gastroenterologia, ISSN 2308-2097 (print), ISSN 2518-7880 (online)

Vol. 54, No. 2, 2020



MaTtoAorisi neyiHku i >xoB4oBuBiAHOT cuctemun / Pathology of Liver and Biliary Excretion System

distribution, parametric tests were used, particularly, Stu-
dent’s t-test, Fisher’s F-test. For statistical and graphical
analysis of the obtained results Statistica for Windows soft-
ware version 8.0 (StatSoft Inc., USA), Microsoft Excel 2007
(Microsoft, USA) were used.

Results

The analysis of systemic proteolysis indicators for treat-
ment in patients with NASH, obesity and COPD indicates
that they are significantly higher compared to AHI. Thus,
the intensity of azoalbumin and azocasein lysis exceeded
that of AHI by 1.4 times (4.15 £ 0.08 and 3.59 + 0.03)
E440/ml/h vs (2.91 £ 0.06 and 2.59 + 0.05) E440/ml/h,
respectively, compared to AHI, and the intensity of azo-
col lysis increased by 2.0 times (1.22 £ 0.05vs 0.61 £ 0.04)
E440/ml/h (p < 0.05). At the same time, patients with a
comorbid course of NASH and COPD experienced a sig-
nificant level of endogenous intoxication, which was estab-
lished by blood levels of MMWP 254 and MMWP 280. In
particular, the blood content of MMWP 254 was 1.8 times
increased ((0.43 £ 0.03) vs (0.240 + 0.001) c.u./1, respec-
tively), and MMWP 280 — by 2.0 times ((0.51 £ 0.02)
vs (0.260 £ 0.001) c.u./l compared to AHI) (p < 0.05)
(Table 1).

The analysis of the effect of antral complex therapy on
the state of endotoxicosis and the proteinase-inhibitory
system (Table 1) indicates a higher degree of efficacy in the
groups of patients O1 and O2 since only these groups deve-
loped a significant decrease in the intensity of lysis of AA,
AC, CLA (p <0.05).

Thus, the maximum effect on the lysis intensity of AA,
AC, and azocol was achieved using the therapy in patients
of the group O2: on day 30, the decrease was 1.3 (from
(4.13£0.08) to (3.25 £ 0.03) E440/ml/h), 1.2 ((2.91 £ 0.07)
vs (3.54 + 0.02) E440/ml/h), and 1.6 ((0.75 = 0.01) vs
(1.22 =+ 0.04) E440/ml/h) times, respectively (p < 0.05),

compared with the values before treatment. The effect of
treatment on patients in group O1 was also significant: on
day 30, the decrease was 1.2 ((3.57 £ 0.06) vs (4.12 = 0.07)
E440/ml/h), 1.2 ((3.60 £ 0.03) vs (3.02 £ 0.10) E440/ml/h),
and 1.6 ((0.78 £ 0.01) vs (1.23 + 0.06) E440/ml/h) times,
respectively (p < 0.05), compared with the values before
treatment. In the group C, the decrease also occurred, but
much slower and less intensive (p < 0.05) (Table 1): only the
CLA indicator changed significantly — 1.3 times decreased
(from (1.22 £ 0.05) to (0.93 = 0.02) E440/ml/h) (p < 0.05)
compared with the values in the groups O1 (0.78 = 0.01) and
02 (0.75 £0.01) E440/ml/h (p < 0.05).

In patients with NASH with COPD received the
therapy programs containing antral, the degree of en-
dogenous intoxication also reduced more effectively.
Thus, in patients of groups Ol and 02, the blood Ile-
vels of MMWP 254 decreased after treatment by 1.2
(from (0.42 + 0.03) to (0.34 £ 0.01) c.u./l) and 1.3 (from
(0.43 £ 0.04) to (0.32 = 0.01) c.u./l) times, respectively
(p < 0.05), and MMWP 280 — by 1.8 (from (0.52 £ 0.01)
to (0.28 £ 0.01) c.u./l) and 2.0 (from (0.51 + 0.02) to
(0.27 £ 0.01) c.u./l) times, respectively (p < 0.05) with
normalization of the values against 1.3 times ((0.43 £ 0.03)
vs (0.38 £ 0.02) c.u./l after the therapy) in the group C
(p < 0.05) (Table 1). The complex therapy of patients with
NASH associated with obesity and COPD which included
antral in combination with policosanol helped to reduce the
damaging effect on systemic proteolysis and endotoxicosis
in patients with NASH, COPD and obesity.

Discussion

Detoxification function of the liver requires intensive
aerobic metabolism to produce sufficient ATP in the mito-
chondria of hepatocytes, which leads to the constant for-
mation of reactive oxygen species (ROS) [15]. It should be
noted that damage to hepatocytes with the presence of in-

Table 1 — Indicators of intensity of systemic endotoxicosis, plasma proteolysis,
collagenolysis in patients with non-alcoholic steatohepatitis accompanied by obesity
and COPD in the dynamics of treatment (M £ m)

Groups of patients with NASH, obesity and COPD
Values AHI Group C (n=23) Group O1 (n=25) Group 02 (n =28)
Before Before Before

treatment | M 309daYS | yoaiment | N30days | yoatment | !N 30days
éﬁgg'}r’r‘]‘lm‘” ySiS, | 291+006 | 415:008" | 360£0.07 | 412£007* | 357+0.06" ¢ | 413+008 |3.254+0,08" &
paocaseln Iysis: | 250005 | 350003 | 343012 | 360003 |302:010%* | 3542002 | 291007 "
éjzg‘/’r'n'?/’ﬁis’ 061004 | 1224005 [093+0.02%*| 1.23+006* | 0.78+0.01*** | 122+004* | 075+0.01% **
MMWP 254, c.u./l | 0.240+0.001 | 0.43+0.03* | 0.38+0.02* | 042+0.03" |034+0.01"**| 043+004 | 0.32+0.01%* *
MMWP 280, c.u./l | 0.2600.001 | 0.51+0.02* |0.39+0.02"*| 052+001* | 028+0.01™* | 051+002° | 027+0.01™*

Notes: group C (control) — patients with NASH who received essential fatty acids complex; group O1 (basic) —
patients with NASH who received antral; group 02 — patients with NASH who received antral and phytostatin;
* — the difference is probable compared with the AHI group (p < 0.05); ** — probable difference compared with the
values before treatment (p < 0.05); # — probable difference compared with the values after treatment in patients
of group C (p < 0.05); *** — probable difference compared with the values after treatment in patients of group O1
(p < 0.05) with the values in patients of group 02 (p < 0.05).
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flammation can significantly increase the intensity of free
radical processes, both in each hepatocyte and in the organ
as a whole. These processes further intensify under the con-
ditions of hypoxia caused by lung damage [16]. Oxidative
stress leads to an increase in the production of ROS and,
as a consequence, the oxidative modification of proteins
(OMP): their aggregation and fragmentation, which is ac-
companied by irreversible changes in the physicochemi-
cal and biological properties of the protein molecule. It is
known from the existing literature on OMP processes that
proteins in which their oxidative modification takes place
are much easier to proteolysis [17].

During the study, we found a significant increase in
proteolysis (lysis intensity of AC, AA, CLA) in the groups
before treatment compared to the AHI group (p < 0.05).
In our opinion, the activation of some proteolytic enzymes
and their involvement in the processes of degradation of
protein components are affected by lysosomal protei-
nases, which after being exposed to free radical oxidation
of lipids and oxidative modification of proteins into cells
are released from them upon their destruction. Peptide
hydrolase released from cells catalyzes specific reactions
of limited proteolysis and, in our view, activates inactive
precursors of enzymes and isolates specific inhibitors of
proteolysis [18—20].

Therefore, in case of NASH associated with obesity and
comorbid COPD, the development of an imbalance of the
protease-inhibitory system is caused by the uncontrolled
elevation in the proteolytic activity of blood plasma.

The degree of endogenous intoxication is to depend
not only on the severity and nature of inflammation in the
lungs but also on the functional state of the hepatic detoxi-
fication system [21, 22], which coincides with the data of
our study. A significant level of endotoxicosis, which we
established for blood levels of MMWP 254 and MMWP
280, was observed in patients with comorbid NASH, obe-
sity and COPD compared with the AHI group (p < 0.05).
There is no room for doubt the fact of the involvement of
membrane destructive phenomena in hepatocytes, that
makes it possible to correct this type of comorbidity using
the drugs with a membrane-stabilizing effect. Antral ex-
hibits such properties [23].

In the groups of patients who received antral for a
hepatoprotective therapy (O1 and O2), the degree of en-
dogenous intoxication decreased, there was a significant
reduction in the intensity of lysis of AA, AC, and colla-
gen (p < 0.05). Due to stimulation of B-oxidation of fatty
acids and influence on the synthesis of phospholipids,
antral improves energy processes in cells and arranges the
functioning of monooxygenase systems, as a consequence
of which the hepatocytes reduce the accumulation of fat,
the degree of damage to hepatic cells decreases. There are
also data on the effect of antral on immune regulation,
namely the effect on T-helper cells and the decrease in the
level of circulating immune complexes that contributes to
the reduction of the expression of metabolic toxicosis [24].
Regarding the combination of antral with policosanol, we
registered the best corrective effect on the proteolysis sys-
tem, namely a probable decrease in the intensity of azoal-
bumin lysis (p < 0.05).

Prospects for further research in this direction is a fur-
ther study of the effect of antral and policosanol on the dy-
namics of clinical, biochemical syndromes of NASH with
comorbid COPD on day 60, 90 and 120 of administration,
as well as to study the long-term effects of the course of
treatment.

Conclusions

1. Patients with non-alcoholic steatohepatitis, obesity
and COPD comorbidity showed a significant increase in
the intensity of endogenous intoxication with accumulation
of medium molecular weight peptides 254 and 280 in the
blood (1.8 and 2.0 times, respectively; p < 0.05), which was
accompanied by activation of proteolysis (1.4—2.0 times;
p <0.05).

2. Administration of hepatoprotector antral within 30
days led to a significant correction of the damaging effect
on the proteolysis system in patients with NASH, obesity
and COPD with a significant decrease in the blood con-
tent of azoalbumin, azocasein and collagenolytic activity
(p < 0.05), accompanied by a significant decrease in endo-
toxicosis (p < 0.05).

3. Improvements in the effectiveness of NASH and
COPD treatment with combined administration of antral
and policosanol on the state of proteolysis and endogenous
intoxication have been registered by the intensity of azoal-
bumin lysis (p < 0.05).
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of their manuscript.
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BAH3 YkpQiHm «byKOBUHCHK AEPXKQBH MEAVNYHM YHIBEPCUTET», M. YepHiBLi, YkpaiHQ

IHTEHCUBHICTb CUCTEMHOIO MPOTEOAI3Y TA EHAOTOKCUKO3Y
B AMHOMIL AiKYBOHHS renartonpoTeKTopamMm XBOpUX
HO HEAAKOTOAbHUM CTEATOrenAaTUT HA TAI OXKMPIHHS 30 KOMOPGIAHOCTI
3 XPOHIYHUM OGCTPYKTUBHUM 30XBOPIOBOHHSIM A€reHb

Pestome. Axmyaavnicms. TlomupeHicTh 3aXBOPIOBAHOCTI Ha
HeankoroapHuit crearorenatut (HACI) Ta XpoHiuHe 00CTpyK-
TUBHe 3axBopitoBaHHs JiereHb (XO3JI) HabyBae T100aJbHOTO
3HAUYEHHsI cepejl HaceJeHHS €KOHOMIYHO DPO3BMHEHMX KpaiH
CBITY 3 TEHIEHIII€I0 3pOCTaHHs i B YKpaiHi. Mema docaioxncenns:
BU3HAYEHHsI iHTEHCUMBHOCTI CMCTEMHOIrO IIPOTEOJi3y Ta €HIO-
TeHHOI iHTOKCHUKaLii A0 JiKyBaHHS Ta B JWHaMilli 32aCTOCYBaH-
Hsl reniatorporekTopiB y xBopux Ha HACT Ha T1i oXXupiHHS Ta
komopb6inHoro XO3JI. Mamepiaiu ma memodu. 76 XBOpux Ha
HACT, oxwupinng I ct. Ta XO3JI 2—3 D npoiinum o0cTexKeH-
Hs1 Ta OyJIM PO3MOiJeHI Ha 3 TPYIU 3aJIeXXHO Bijl MPU3HAYEHOTO
JlikyBaHHs. [lo mepuioi rpynu — KoHTpoJbHOI (K) — yBilinum
23 xBopi, sIKi oTpumyBanu 6a3ucHy Tepamito HACI (kKomruiekc
eceHuianbHuX dochominiaiz 300 Mr mo 2 kKancyiau 3 pa3ud Ha

neHb) yrnpononx 30 gHiB Ta 6asucHy Teparnio XO3J1. 25 xBopux
(rpyma 2 — ocHoBHa, O1), kpim aHanoriuHoi Teparii XO3J1, st
sikyBaHHs1 HACT 3amicTh KoMIUIeKCy eceHlianbHuX docdoti-
migiB oTpuMyBasiv aHTpasib 200 MT 3 pa3u Ha AeHb ympomaoBxk 30
nHiB. Tpets rpyna (ocHoBHa, O2) — 28 XxBopux, KpiM aHaJIOTid-
Hoi Tepamnii XO3JI, mis nikyBanHst HACI 3amicTh KOMILIEKCY
eceHuUianbHUX ocdoniniaiB orpumysanu antpanb 200 mr 3 pasu
Ha JIeHb Ta JTOJATKOBO MOJiK03aHOJ 20 MT micjis Beuyepi BIIPO-
noBx 30 mHiB. Ipynmy mopiBHsSHHS cTaHOBMIM 30 MPaKTUIHO
310pOBUX 0Ci0. Pe3yabmamu. 3aniporoHOBaHa Teparlisi aHTpaJleM
BIUIMHYJIA HA 3MEHILIEHHSI IHTEHCUBHOCTI JIi3UCy a30a/1bOYyMiHYy,
a30Ka3einy Ta azokoiyy y xBopux rpynu O2: Ha 30 geHb 3a3Ha-
YeHUI MOKAa3HUK 3HM3MBCH BignosinHo B 1,3; 1,2 ta 1,6 pasa
(p < 0,05), y xBopux rpyrnu Ol: Ha 30-it nenp — B 1,2; 1,2 Ta
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1,6 pa3a BignosinHo (p < 0,05) MOPiBHSIHO 3 BEIMUYMHAMMU O JTi-
KyBaHHs. Y rpyni K 3HMXeHHs BinOyBaaocs MEHII iHTEeHCUBHO
(p < 0,05): BiporiHO 3MiHIOBABCSI JIMIIIE MTOKA3HUK JIi3UCY a30-
Kosty — 3Hu3uBcs B 1,3 pasa (p < 0.05) 3a HasgsBHOCTI BiporigHOl
pizHuwi 3 mokazHukaMmu y rpynax Ol ta O2 (p < 0,05). Bucnosxu.
IMpusHayeHHsT aHTpaito ynpoaoBxk 30 QHIB MPHU3BEJIO OO iCTOT-

XyxnmHa O.C., IpuHiok O.E., Asgxosuy O.A.

HO1 KOPEKIIii MpoTeiHa30-iHTi0iTOPHOTO TOMeOoCcTa3y y XBOPUX Ha
HACT i3 oxupinxsam Ta XO3J1, 1110 CyITpOBOIXYBaJIOCh BipOTif-
HUM 3HUXEHHSIM eHIoToKcuKo3y (p < 0,05) Ta yikomIKyBajibHOL
nii cucremHoro npoteodisy (p < 0,05).

Ki1i04oBi cl10Ba: HeanKorosbHUil CTEATOrenaTur; XpoHiyHe 06~
CTPYKTHBHE 3aXBOPIOBAHHSI JIETeHb; MPOTEOJIi3; eHIOTOKCUKO3

BIrY3 YkpaunHbl «byKOBUHCKM rOCYAQPCTBEHHbIVI MEANLIMHCKNL YHUBEPCUTET», I, YHepHOBLbI, YKoQMHQ

MHTEHCUBHOCTb CUCTEMHOTO MPOTEOAU3A U BHAOTOKCUKO3A
B AUHOMMKE A€YEHUS renaTonpoTeKTOPAMM GOAbHBIX
HEAAKOrOAbHbIM CTEATOrenaTMToM Ha hOHE OXXUPEHUS MPU KOMOPGUAHOCTU
C XPOHNYECKUM O6CTPYKTUBHBIM 3060AEBAHMEM AETKUX

Pesiome. Axmyaavnocms. PactipocTpaHeHHOCTD 3a60J1€BAEMO-
cTH HeaskorojibHbIM creatorenatutom (HACT) u xpoHuueckoii
00CTpyKTUBHOI Oosie3Hbto Jerkux (XOBJI) npuobperaeT riio-
OaJibHOE 3HAYEHUE CPeld HACETICHUSI 9KOHOMUYECKU Pa3BUTBIX
CTpaH Mupa C TeHAEHLIMel pocTa U B YKpauHe. [leab uccaedo-
eanus: ornpejesieHne WHTEHCUBHOCTU CUCTEMHOIO MPOTEOJH-
3a W 9HAOTEHHOW WHTOKCHUKALMM 10 JIEYCHUS] M B JUHAMUKE
npuMeHeHusT aHTpaig y 6onbHbIXx HACI Ha ¢doHe oXupeHus
u kKomopougHoit XOBJI. Mamepuaavt u memoovt. 76 GONBHBIX
HACT Ha ¢done oxupenust 1 ct. u XOBJI 2—3 D npomiu 06-
clieIoBaHME M ObUTH pacIipeiesieHbl Ha 3 TPYIIThI B 3aBUCUMOCTH
OT HAa3HAUYEHHOTO JieueHUs. B mepByio rpymnmny — KOHTPOJbHYIO
(K) — Bomutu 23 00JIbHBIX, MOJYYaBIIUX 0a3MCHYIO Teparuio
HACT (kxoMrutekc acceHIManbHbIX dochonunuaos 300 Mr mo
2 kancynsl 3 paza B IeHb) Ha npotsikeHuu 30 nHei u 6a3ucHylo
tepanuio XOBJI. 25 6onbHbIX (rpynmna 2 — ocHoBHast, O1), Kpo-
me aHanornuyHoi tepanuu XOBJI, miusa neuenus HACI BmecTo
KOMILIEKCa 3CCeHIMAbHBIX (OCHOTUTUIOB MOJydaTu aHTPallb
200 mr 3 pasa B neHb Ha npoTskeHun 30 nHeil. TpeTwbs rpynma
(ocHoBHasi, O2) — 28 OOJbHBIX, KPOME aHAJIOTUYHOI Teparmuu
XOBJI, ma neuennss HACI BMecTO KOMILIEKCAa 3CCEHIIMAb-

HBIX ochonunumoB nojaydanu aHtpaib 200 Mr 3 pasa B IeHb
¥ IOTOJTHUTEJIBHO TTOJIMKO3aHoJ1 20 MT TTocjie YKMHA B TeYeHUE
30 gueit. [pynmy cpaBHeHMs cocTaBuIM 30 MpaKTUUECKU 3[0-
pOBBIX Ul Pesyrvmamot. TlpeayoxeHHas Tepanusi aHTpajieM
MOBJIMSJIAa Ha YMEHbIICHUE MHTEHCUBHOCTH JIM3KMCa a30aJib0y-
MMHa, a30Ka3erHa 1 a30KoJja y 60JbHbIX Tpyrinbel O2: Ha 30 geHb
yYKa3aHHBINA IMOKa3aTeIb CHU3WICS COOTBETCTBEHHO B 1,3; 1,2 u
1,6 pa3a (p < 0,05), y 6oabHbix Tpymmnbl Ol: Ha 30 g1eHb — co-
orBeTcTBeHHO B 1,2; 1,2 1 1,6 pasa (p < 0,05) mo cpaBHEHUIO
¢ TaHHBIMM 710 JiedeHus. B rpynme K cHUXeHHe MpoucXoanio
meHee nHTeHcuBHO (p < 0,05): H0CTOBEPHO MEHSIICS TOTBKO TI0-
KazaTesb a3oKoyia — cHusuics B 1,3 pasza (p < 0,05) npu Hanu-
YUU IOCTOBEPHOI pa3HULIbI ¢ mokasarensiMu B rpynnax Ol u 02
(p < 0,05). Bstgoodsr. HaznaueHune aHTpaisi Ha (hoHe 0a3UCHOM
Tepanuu B TedeHue 30 gHel pUBEIO K CYIIECTBEHHON KOPpeK-
LIVY MPOTENHAa30-UHTUOUTOPHOTO romeocTasa y 601pHbIXx HACT
c oxxupenueM 1 XOBJI, corpoBoXknanoch 10CTOBEPHBIM CHUXKE-
HUeM 3Ha0TOKcuko3a (p < 0,05) u moBpexXnariero aeicTBUs
cuctemHoro nmpoteonu3sa (p < 0,05).

KiroueBble C/I0BA: HeaJKOTrOJbHBINA CTEATOTENaTUT; XPOHUYE-
cKasi OOCTPYKTHBHas 00JI€3Hb JIETKUX; MPOTEO0JIU3; IHAOTOKCUKO3
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