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Clinical efficacy of
S-adenosyl-L-methionine and
antinypertensive combination
treatment in patients with
comorbid course of metabolic-
associated steatotic liver disease
and arterial hypertension

Objective — to determine the likely effect of S-adenosyl-L-methionine (SAMe) and
antihypertensive combination treatment on the clinical course, liver enzymatic activity
(the levels of aspartate aminotransferase, alanine aminotransferase, gamma-glutamyl
transpeptidase, alkaline phosphatase), nonalcoholic steatohepatitis activity and the
stage of liver fibrosis (LF) stage in patients with metabolic dysfunction-associated
steatotic liver disease (MASLD) and arterial hypertension (AH) comorbid course.

Materials and methods. We examined 40 patients with MASLD and AH comorbid
course before and after 5 months of the SAMe and antihypertensive combination
treatment. The control group comprised 20 apparently healthy people. Patients with
viral hepatitis, liver cirrhosis, alcoholic liver disease, AH stage I1I, and liver fibrosis
stage F3—4 were excluded. Liver cytolysis indicators analyses were performed using
biochemical techniques. The severity of liver fibrosis was assessed using transient
elastography results.

Results. Analysis of SAMe and antihypertensive combination treatment in patients
with MASLD and AH demonstrated a significant improvement in the clinical course of
the disease (reduction in complaints of increased fatigue, headache, general weakness,
right upper quadrant pain, sleep disturbance and mood worsening (p < 0.05)), significant
decrease of systolic blood pressure (p <0.01), diastolic blood pressure (p<0.05), body
mass index (p<0.05) and waist-to-hip ratio (p=0.05), liver cytolysis indicators such
as aspartate aminotransferase (p <0.01), alanine aminotransferase (p<0.01), gamma-
glutamyl transpeptidase (p <0.01) and alkaline phosphatase (p <0.05). Also, a decrease
in nonalcoholic steatohepatitis activity (p<0.05) and regression of the liver fibrosis
stage (p<0.05) were observed.

Conclusions. The results of SAMe and combined antihypertensive therapy show the
improvement of the clinical course of the disease, liver function, and the regression of
the liver fibrosis stage. Therefore, the inclusion of SAMe in standard antihypertensive
therapy of patients with a comorbid course of MASLD and AH is an appropriate
treatment method as a pathogenetic drug with a pronounced cytoprotective, anti-
inflammatory, and antifibrotic effect.

Keywords:
metabolic dysfunction-associated steatotic liver disease, arterial hypertension, liver
fibrosis, non-alcoholic steatohepatitis, S-adenosyl-L-methionine.

he prevalence of metabolic dysfunction-associated steatotic liver disease
(MASLD), defined by a broad spectrum of liver damage ranging from
simple steatosis to progressive nonalcoholic steatohepatitis (NASH), liver
fibrosis (LF), and cirrhosis, is increasing every year in patients with obesity
and other metabolic syndromes [9]. NASH is characterized by hepatocellular
damage involving steatosis, inflammation, and LFE It is a significant risk factor for

ISSN 1605-7295 (Print)
ISSN 2522-1175 (Online)

T. M. Aleksandrova,
N. M. Zhelezniakova,
K. O. Prosolenko,
V.l. Molodan,
G.Y. Panchenko,
M. O. Vizir,

D.V. Molodan

Kharkiv National
Medical University

KOHTAKTHA IH®GOPMALISA
CORRESPONDING AUTHOR

AnekcaHppoBa TetaHa MukonaiBHa

[OKTOp dhinocodoii, acUCTEHT
kadeapu BHYTPILLHBOT MeanLmHn Nel

E-mail: tm.aleksandrova@knmu.edu.ua
http://orcid.org/0000-0002-9279-3559

OTtpumaHo - Received
09/04/2025

[MpuinHATO OO APYKY - Accepted
30/04/2025

Ony6nikosaHo - Published
19/06/2025

© 2025 Astopu - Authors

Ony6nikoBaHo Ha ymoBax niteHaii CC BY-ND 4.0
Published under the CC BY-ND 4.0 license

18 YKPAIHCbKWUI TEPAMEBTUYHUMN XXYPHA o No2 o 2025



ORIGINAL RESEARCH « OPWUIHANDbHI AOCHNIAXXEHHSA

cirrhosis and hepatocellular carcinoma (HCC), and it
significantly increases the risk of death due to liver-
related causes [2]. Currently, there are no approved
guidelines for the treatment of NASH and current
therapies are limited to lifestyle interventions (calorie
restriction, exercise) and treating comorbidities, such
as insulin resistance, obesity, etc. Due to low patient
compliance and the growing obesity epidemic, the
number of patients diagnosed with MASLD and
NASH continues to grow [19].

According to basic medical studies, many fac-
tors are involved in the MASLD progression. For
instance, accumulating evidence has proposed that
the renin-angiotensin system (RAS) is involved
in hepatic fibrogenesis and inflammation [2].
Angiotensin IT (Ang II), the leading biologically
active product of the RAS, and angiotensin II type
1 receptor (AT1R) were determined to promote
MASLD, and previous studies have illustrated that
AT1R blockade can ameliorate fatty liver and that
AT1R blockers can potentially be used for MASLD
therapy [4]. Another factor in the progression of
MASLD is the impaired metabolism of S-adenosyl-
L-methionine (SAMe), in the production of which
the liver performs a fundamental task. Although all
mammalian cells and tissues convert methionine to
homocysteine via SAMe, the liver is where the bulk
of SAMe is generated as it is the organ where about
50 % of all dietary methionine is metabolized and
where up to 85 % of all transmethylation reactions
take place [7]. As a methyl supplement, SAMe par-
ticipates in multiple biological processes and alters
chemical modifications of the genome and proteins
[10]. SAMe has been demonstrated to provide clini-
cal benefits in chronic liver disease and induces the
methylation of phospholipids, which performs a cru-
cial task in the metabolisms of lipids [8].

Also, another one molecular mechanism in the
pathogenesis of NASH is the reduction in the level
of Glycine-N-methyltransferase (GNMT), which is
the most abundant methyltransferase in the liver
[15]. Tt catalyzes the transfer of a methyl group
from SAMe, the universal methyl donor, to glycine
to form sarcosine. The importance of GNMT in the
progression of MASLD has been demonstrated in
several studies. In a study by C.C. Hughey et al.
(2018), GNMT has been identified to be downregu-
lated both in MASLD and HCC [11]. In a study by
M. Luz Martinez-Chantar (2008), it was determined
that GNMT-deficient mice developed steatosis,
fibrosis, and HCC [13].

SAMe deficiency is found in all chronic liver dis-
eases, including MASLD, in which it can participate
as a precursor for glutathione and a donor of methyl
groups in the synthesis of phosphatidylcholine,
which is necessary for the export of triglycerides

(TG) from the hepatocyte [1]. Thus, a study by M.
Martinez-Una et al. (2016) demonstrated that low
hepatic levels of SAMe in mice reduced TG secre-
tion, which contributes to hepatosteatosis [14]. Data
from several clinical studies on the use of SAMe in
chronic liver diseases suggest its effectiveness in
NASH, including in the stage of liver fibrogenesis.
Thus, the results of a randomized clinical trial by Tao
Guo et al. (China, 2015) report that the administra-
tion of SAMe improves liver function and can be the
basis of therapy for its pathology [8].

Recently, the study of the mechanisms of MASLD
progression in patients with concomitant arterial
hypertension (AH) has attracted considerable atten-
tion from scientists. AH is a multifactorial disease
that results from the interaction between genetic
predisposition and environmental risk factors [17].
Current epidemiological data have demonstrated
that about 49.5 % of patients with AH have MASLD,
and the prevalence of AH is significantly higher in
patients with MASLD than in the general popula-
tion [5]. The main reason for the increased mortality
of patients with MASLD and AH is the development
of cardiovascular diseases (CVD) [18]. It is reported
that one of the mechanisms that significantly
increases the risk of developing CVD, cardiovascular
catastrophes, and premature death of patients is the
comorbid course of MASLD and AH [12].

Currently, the mechanisms of drug correction
of this comorbid pathology remain poorly under-
stood. Therefore, the search for effective treatment
regimens for patients with combined MASLD and
AH is a relevant issue of modern internal medicine.

Objective — to determine the likely effect of SAMe
and antihypertensive combination treatment on the
clinical course, liver enzymatic activity (the levels of
aspartate aminotransferase, alanine aminotransferase,
gamma-glutamyl transpeptidase, alkaline phospha-
tase), nonalcoholic steatohepatitis activity and influ-
ence on the liver fibrosis stage in patients with meta-
bolic dysfunction-associated steatotic liver disease
and arterial hypertension stage I—IT comorbid course.

Materials and methods

The examined contingent of patients consisted
of 40 patients, who were divided into the following
groups: the main group — 40 patients with comor-
bid MASLD and AH before SAMe and antihyper-
tensive combination treatment, the comparison
group — 40 patients with comorbid MASLD and
AH after treatment, the control group — 20 rela-
tively healthy individuals.

The study was performed in compliance with the
main provisions of the «Rules of Ethical Principles
for Conducting Scientific Medical Research with
Human Participation», approved by the Declaration
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of Helsinki (1964—2013), ICH AHP (1996), EEC
Directive No. 609 (dated 11/24/1986), orders of
the Ministry of Health of Ukraine No. 690 dated
09/23/2009, No. 944 dated 12/14,/2009, No. 616 dated
08/03/2012. All participants were informed about
the goals, organization, and methods of the study and
signed an informed consent to participate in it, all mea-
sures were taken to ensure the anonymity of patients.

All patients were given recommendations for cor-
rection of the diet, calorie intake, systematic physical
activity, and rest. To assess the impact of the proposed
treatment, patients with comorbid MASLD and AH
stage [ were prescribed ademetionine at a dose of 800
mg intravenously for the first 10 days, followed by
tablet form — 400 mg 2 times a day and perindopril at
adose of 10 mg/day. Patients with comorbid MASLD
and AH stage IT were prescribed ademetionine at
a dose of 800 mg intravenously for the first 10 days,
followed by tablet form — 400 mg 2 times a day and
a combination of antihypertensive drugs: perindopril
(as perindopril tosylate) at a dose of 10 mg/day and
indapamide at a dose of 2.5 mg/day. The duration of
treatment with ademetionine was 5 months.

All patients underwent a medical and life history,
complaints, and a survey on alcohol consumption
using the UK Chief Medical Officers’ Low-Risk
Drinking Guidelines questionnaire. All patients
underwent anthropometric measurements (weight,
height, body mass index (BMT), waist circumference
(WC), hip circumference (HC), Waist-to-Hip Ratio
(WHR)), measurement of systolic blood pressure
(SBP), diastolic blood pressure (DBP), biochemi-
cal liver function tests (aspartate aminotransferase
(AST), alanine aminotransferase (ALT), gamma-
glutamyl transpeptidase (GGT), alkaline phospha-
tase (ALP)) and assessment of the severity of LE.

Exclusion criteria from the study were: serologically
confirmed infectious liver diseases (including viral
hepatitis B and C), primary biliary cirrhosis, scle-
rosing cholangitis, use of hepatotoxic drugs, alcohol
consumption of more than 3—4 alcoholic units per day
for men and 1—2 alcoholic units per day for women,
presence of signs of liver failure, such as ascites, hepatic
encephalopathy, bleeding from esophageal varices, and
others. The study also excluded patients with chronic
inflammatory diseases, diabetes, obesity, chronic heart
failure, autoimmune rheumatological diseases, thyroid
diseases, cancer, renal failure, pregnant women, and
patients over 55 years of age.

The diagnosis of AH was established following
the order of the Ministry of Health of Ukraine
dated 12.09.2024 No. 1581 «On approval of the
Unified Clinical Protocol of Primary and Specialized
Medical Care <«Hypertensive Disease (Arterial
Hypertension)» and the criteria of the European
Clinical Guidelines (ESH/ESC) on Arterial

Hypertension, 2024. The degree and stage of AH
were determined based on the guidelines of the
European Society of Cardiology on the clinical prac-
tice of managing patients with Arterial Hypertension
(ESC/ESH Clinical Practice Guidelines, 2024).

The diagnosis of MASLD in the steatosis stage
was established based on the ultrasound method
of liver examination, the criteria of the European
Association for the Study of Liver Diseases (EASL,
2024), the American Association for the Study of
Liver Diseases (AASLD, 2023). Also, to verify liver
steatosis, biomarkers such as the calculation of the
fatty liver index, the MASLD liver fat score, and the
hepatic steatosis index were used.

The diagnosis of MASLD in the NASH stage was
determined based on the Order of the Ministry of
Health of Ukraine dated November 6, 2014 No. 826
«Unified clinical protocol for primary, secondary
(specialized) medical care: non-alcoholic steatohepa-
titis», the European Association for the Study of Liver
Diseases (EASL, 2024), the American Association for
the Study of Liver Diseases (AASLD, 2023), determi-
nation of liver enzyme activity (AST, ALT, AST/ALT
ratio, GGT, ALP), as well as determination of inter-
leukin-6, interleukin-4, C-reactive protein levels. Also,
for the verification of NASH, the GULAB scale was
used, which is based on the results of liver ultrasound,
lipid spectrum indicators, ALT level, and BMI deter-
mination, as well as considering the patient’s gender.

The assessment of the severity of LF was car-
ried out according to the results of transient
elastography (TE) and corresponded to the values
of the international METAVIR scale, where FO is
the absence of fibrosis, F1 is portal fibrosis (stel-
late expansion of the portal tracts) without septa,
F2 is portal fibrosis and single septa, F3 is portal
fibrosis and multiple septa without cirrhosis, F4 is
cirrhosis. TE of the liver was performed using an
expert-class ultrasound scanner — Siemens-Acusons
3000 («Radmir», Kharkiv, Ukraine) with a convex
format sensor at frequencies of 2—5 MHz at a depth
of 10—50 mm from the capsule.

The average age of the studied patients was
49.36 £8.5 years, the number of men was 45 %
(n=18), and women — 55 % (n=22). The average
duration of AH in patients of the main group was
8.5+ 1.2 years, MASLD — 7.2+ 3.5 years.

The results statistical processing was performed
with Microsoft Office Excel 2013 and Statistica 13.1
computer programs on a personal computer with the
use of parametric (Student’s t-test) and non-para-
metric (Mann—Whitney U-test) statistical methods.
Evaluation of correlations was carried out according
to Spearman’s rank correlation coefficient R [6]. In the
studied groups’ comparison, the error probability was
considered to be statistically significant at p < 0.05.
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Figure 1. Results of SAMe and antihypertensive combination treatment on the clinical course

of the disease in patients with MASLD and AH

Results

The effect of SAMe and antihypertensive

combination treatment on the clinical

course of the disease

Analysis of the results of SAMe and antihyper-
tensive combination treatment in patients with
MASLD, which proceeds on the background of
AH, demonstrated a significant reduction in such
complaints as: increased fatigue, headache, general
weakness, aching pain in the right hypochondrium,
decreased appetite, sleep disorders and mood dete-
rioration. Thus, the main complaints of patients in
the group before treatment were (Fig. 1): increased
fatigue in 55% of patients, headache (34 % of
patients), heart palpitations (23 % of patients), gen-
eral weakness (65 % of patients), right upper quad-
rant pain (28 % of patients), loss of appetite (31 %
of patients), sleep disturbance (29 % of patients),
mood worsening (34 % of patients).

After treatment, the group of studied patients
reported a reduction in complaints of increased
fatigue by 9 % (p <0.05), headache by 8 % (p <0.05),
general weakness by 20 % (p<0.05), right upper
quadrant pain by 11 % (p <0.05), sleep disturbance
by 12% (p<0.05) and mood worsening by 22 %

(p<0.05). However, when comparing the results of
the treatment effect on the dynamics of complaints
of heart palpitations (p>0.05) and loss of appetite
(p>0.05), no significant changes were recorded.

The effect of SAMe and antihypertensive
combination treatment on the blood pressure
average values, BMI and WHR

In patients with comorbid MASLD and AH,
asignificant decrease in SBP, DBP, BMI, and WHR
levels was found after treatment compared to base-
line data for this group of patients (Table).

Thus, in patients with MASLD and AH, a decrease
of SBP was observed against the background of
combined treatment from 145.5+10.0 mm Hg to
125.5+5.0 mm Hg (p<0.01). The mean DBP in
the studied patients was on average reduced from
105.3£10.0 mm Hg t0 90.6 + 5.0 mm Hg (p <0.05).
In addition, in patients with comorbid pathology,
after providing recommendations for correction of
the diet, calorie intake, systematic physical activity,
and rest, as well as the appointment of combined
therapy, a significant decrease in mean BMI and
WHR was detected. Thus, after the SAMe and anti-
hypertensive combination treatment, the average

Table. The studied patient groups’ anthropometric characteristics before and after the SAMe

and antihypertensive combination treatment (u £ SD)

MASLD and AH (n =40)

Parameter Control group (n=20)

Before treatment After treatment o]
SBP, mm Hg 120.0£5.0 1455+ 10.0 125.5+5.0 <0.01
DBP, mm Hg 80.5+5.0 105.3+10.0 90.6+5.0 <0.05
BMI, kg/m? 23.9+2.35 28.3+2.14 26.9+3.27 <0.05
WHR 0.87+0.5 25+0.8 1.09+0.7 0.05
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Figure 2. Results of SAMe and antihypertensive combination treatment on the liver cytolysis indicators

in patients with MASLD and AH

BMI values among patients with MASLD and AH
were reduced from 28.3 +2.14 kg/m? to 26.9 +3.27
kg/m? (p <0.05). The average values of the WHR
in patients with comorbid pathology were reduced
from 2.5+ 0.8 to 1.09+0.7 (p=0.05).

The effect of SAMe and antihypertensive

combination treatment on the liver cytolysis

indicators, NASH, and liver fibrosis stages

After 5 months from the start of combined SAMe
and antihypertensive therapy, a significant decrease
in liver cytolysis indices was observed in patients
with MASLD and AH (Fig. 2).

Thus, the mean values of AST levels in the
group of patients with comorbid pathology were
reduced from 56.3+10.2 to 37.2+12.5 IU/L
(p<0.01). The mean values of ALT levels in the
studied patients were also reduced from 82.3 + 12.4
to 51.3£11.8 IU/L (p<0.01). The mean values of
GGT against the background of the proposed treat-
ment decreased from 65.0 £ 16.4 to 58.4 + 12.5 U /L
(p<0.05), and the mean values of ALP decreased
from 186.6 £27.9 to 164.3+17.5 IU/L (p<0.05).

It was also proven that 5 months after the start of
SAMe use, positive dynamics were observed in the
regression of NASH and LF in the group of patients
with MASLD and AH (Fig. 3).

Thus, the number of patients in the stage of LF
F1—2 decreased from 23.8% to 15.0% (p<0.05),
the number of patients in the stage of fibrosis FO—1
decreased from 26.1 % to 17.0 % (p <0.05), the num-
ber of patients in the stage of NASH decreased from
23.8 % to 14.0 % (p <0.05). Thus, the obtained results
of the SAMe treatment demonstrate the participation
of this drug in the regression of the stages of MASLD.

Discussion

This study showed the presence of a positive
impact of SAMe and antihypertensive combina-
tion treatment on the clinical course of the disease,
a significant decrease of systolic and diastolic blood

pressure, reduction of BMI and WHR. A significant
decrease in liver cytolysis indicators such as AST
(p<0.01), ALT (p<0.01), GGT (p<0.01) and
ALP (p<0.05) was observed. Also, the results of
SAMe and antihypertensive combination treatment
demonstrated a decrease of NASH activity and
regression of the LF stages in the studied patients.
Previous studies demonstrate that using SAMe has
a pronounced therapeutic effect to correct hepatic
dysfunction [16]. In the study by Tao Guo et al.
(2015) it was demonstrated that SAMe decreased
the AST levels in patients with chronic liver dis-
eases [8]. In the study by A. Antoniv et al. (2017),
it was demonstrated that SAMe produces powerful
membrane-stabilizing effects on the affected hepato-
cytes, reduces the intensity of cytolysis, cholestasis,
mesenchymal-inflammatory syndrome, and inhibits
the progression of hepatic dysfunction in patients
with NASH [1]. Also, in the study by 1. Bingiil et al.
(2024), it was demonstrated that SAMe treatment

% W Before treatment 0 After treatment

30
25
20
15

10

NASH Fibrosis

stage F1-F2

Fibrosis
stage FO—F1

Figure 3. Results of SAMe and antihypertensive
combination treatment on the NASH and LF stages
in patients with MASLD and AH
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diminished increases in serum transaminase activi-
ties and ameliorated prooxidant-antioxidant bal-
ance. Histopathological scores for hepatic steatosis,
inflammation, and fibrosis were decreased by SAMe
treatment [3]. These data are also consistent with
our study findings. According to our results, SAMe
has pronounced cytoprotective, anti-inflammatory,
and antifibrotic effects.

Conclusions

The results of SAMe and antihypertensive com-
bination therapy show the improvement of the
clinical course of the disease, liver function, and the

regression of the LF stage. Therefore, the inclusion
of SAMe in standard antihypertensive therapy is an
appropriate method of treatment of patients with
comorbid course of MASLD and AH as a pathoge-
netic drug with a pronounced cytoprotective, anti-
inflammatory and antifibrotic effect.

Limitations. The findings obtained are not rep-
resentative of all subjects with MASLD because of
the small sample size and the strict inclusion criteria.
Further prospective studies should be arranged to
find effective treatments for reducing oncological
and cardiovascular risks for patients with MASLD
and AH comorbid course.
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XapkiBCbKHIT HAITIOHATBHUN MEIIYHIH YHiBEPCUTET

KniHidHa epeKTUBHICTb S-aaeHOo3un-L-MeTIOHIHY Ta KOMBIHOBaHOIrO
AHTUINNEPTEH3MBHOIO NiKYBaHHS B NauieHTIB i3 KOMOPOIAHVM nepebirom
MeTaboNi4YHO-acoLioBaHOI CTEATOTUYHOI XBOPOOU MEeYiHKM

" apTepianbHOI rinepTeHasii

Mera — BusHauuTH IMOBIpHUI BB S-aneHo3ui-L-metioniny (SAMe) Ta KOMGIHOBAHOI aHTUTITIEPTEH3MBHOI TePAIllii Ha
KJIHIYHUH 11epebir 3aXBopioBaHHs, (PepMEHTATUBHY aKTUBHICTD Medinky (piBeHb acmapraTaMiHoTpaHcdepasy, ajlaHiHaMi-
HoTpancdepasy, y-rIyTaMiJITpaHCIenTu/a3u, JTyKHoi pocdarasu), aAKTUBHICTb HEATKOTOJIBLHOTO CTEATOTENATUTY ) Ta CTAIII0
}i6bposy neuinku (DII) y marienTis i3 KoMOpOiAHUM repebiroM MeTaboIiYHO-aCOI[I0BAHOI CTEATOTHYHOI XBOPOOU HEUiHKI
(MACXITI) i aprepianbnoi rineprensii (Al).

Marepiamm ta metoau. O6¢ctexeno 40 marienTis i3 komop6igauMm mepebirom MACXII i AT 1o Ta micas gikyBanus SAMe
i KOMOIHOBAHOIO AHTUTITIEPTEH3MBHOIO TEPAIIEI0 TPUBATICTIO 5 Mic. Y KOHTPOJBbHY TPYyIy 3aaydeHo 20 MpaKTHYHO 340PO-
Bux 0cib. [TamieHTH 3 BipyCHUM TelaTUTOM, IIMPO30M MEYiHKH, aIKOr0JIbHOI0 XBopo6oio medinku, AT I1T craumii ta DIT F3—4
GyJIU BUJIyYeHi 3 IOCTiKeHHsI. BUBYEHHS MOKa3HUKIB IIUTOII3Y MEYiHKK TIPOBOAMIIM 34 IOTIOMOTOT0 Gi0XiMIYHUX METO/IIB.
Bupaznicts DI orintoBanu 3a pe3ybrataMu TpaH3UTOPHOI estacTorpadii.

Pesyabratu. Anasnis 3acrocyBannsi SAMe Ta komM6GiHOBaHOI aHTHUTIIEPTEH3MBHOI Teparil y xBopux Ha MACXII i AT BusiBus
CTATUCTHYHO 3HAYYIIE TOJIMIIEHHs KIIHIYHOTO epebiry 3axBOPIOBaHHS (3MEHIIEHHS] CKapr Ha MiIBUIIEHY BTOMIIOBA-
HiCTb, rOJIOBHUI GiJib, 3arajibHy cJa0KicTh, Gijib y paBoMy Iizpebep’i, HopyleHHs cHy Ta moripienHs zHactpoio (p < 0,05)),
3HIKEHHST CUCTOJIYHOTO aprepiaibuoro Ticky (p<0,01), miacrosiunoro aprepianbaoro tucky (p<0,03), ingekcy macu
tiga (p <0,05), BeIMUMHY CIIBBiAHOIIEHHS 00BOAY TaJil 10 06Boay crero (p=0,05), piBHS TaKUX ITOKa3HUKIB [IUTOJIi3Y
Mevinky, gk acmaprataminorpancdepasu (p<0,01), amaninaminorpancdepaszu (p<0,01), y-rayraminTpancmentuaasu
(p<0,01), myxxHoi docdarazu (p<0,05). Takok yCTAHOBIEHO 3HIKEHHSI aKTUBHOCTI HEAIKOTOJIBHOTO CTEATOTEHaTUTY
(p<0,05) i perpec crazii @II (p<0,05).

BucuoBku. Pesynsratu 3acrocyBanHss SAMe Ta KOMGIHOBaHOI aHTUTINEPTEH3UBHOI Tepallii CBiAYaTh IIPO TOJIIIIEHHS
KJIHIUHOTO 11epebiry 3axBopioBanHs, GyHKIii neyinku Ta perpec cragii AII. Bukopucranus SAMe K nmaToreHETUYHOTO
TperapaTy 3 BUPA3HOIO IUTOMPOTEKTOPHOIO, TIPOTU3ATTAIBHOI0 H aHTH(HIOPOTUIHOIO JI€T0 € MOMIIBHUM ¥ CTAHAAPTHIN KOM-
GiHoBaHiii Teparii marientis i3 MACXIT i AT

KiouoBi cioBa: MeTaGoIiuHO-acoIlii0BaHa CTE€aTOTUYHA XBOPOOA MEUiHKH, apTepiajbHa TiepreHsis, $i6po3 mediHku,
HEAJIKOTOJIBHUI CTEATOTEINaTHT, S-a/leH03UJI- L-MeTioHiH.
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