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Abstract. Metabolic dysfunction—associated steatotic liver disease (MASLD)
Is the most common metabolic liver disease in the world, affecting approximately
a quarter of the adult population of the world [1]. Considerable attention is paid to the
study of MASLD, taking into account the comorbidity with arterial hypertension (AH),
which affects 30-35% of the adult population of the world [2]. Currently, numerous
studies are being conducted to determine the pathophysiological mechanisms of the
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cardiovascular pathology development in patients with a comorbid course of MASLD
and AH [3]. It is known that MASLD is considered to be one of the diseases associated
with metabolic disorders, including violations of carbohydrate metabolism, coupled
with obesity and insulin resistance (IR) [4]. It is now evident that MASLD, generally
perceived as a benign condition, may have on the contrary an important deleterious
Impact for diabetic patients [5]. The presence of MASLD is believed to be associated
with cardiovascular disease (CVD) increased risk. Scientists have suggested a
hypothesis that MASLD is not only CVD marker, but it may also be involved
in its pathogenesis [6]. MASLD and CVD association mechanisms were also
investigated, including oxidative stress development, systemic inflammation, IR and
hyperlipidaemia [7]. Thus, the analysis of IR indicators is an important component of
the MASLD and AH diagnosis.

Objective: to explore the relationship between MASLD on the background
of AH and IR indicators including the levels of fasting glucose, insulin and insulin
resistance index (HOMA-IR).

Materials and methods. 102 patients with MASLD were studied, who were
divided into the following groups: the main group — 40 patients with comorbid course
of MASLD and AH; the comparison group — 42 patients with isolated course of
MASLD; the control group — 20 relatively healthy individuals.

Results. Comparative analysis of IR indicators (Figure 1) revealed significantly
higher insulin levels in patients with comorbid course of MASLD and AH than in the
group with isolated MASLD and the control group. Thus, the insulin levels in patients
with comorbid pathology was (25.7+4.5) mlU/ml, in the group of patients with isolated
MASLD — (22.4%3.8) mlU/ml, and in the control group — (15.4+4.1) mIU/ml (p1<0.01,
p2<0.05). The average values of the HOMA-IR were: (7.9£0.6) in the group with
comorbid pathology, (5.1+0.5) in the group with isolated course of MASLD and
(2.3£0.05) in the control group (p1<0.05, p2=0.05). The average values of fasting
glucose levels among the examined patients were as follows: (6.2+1.3) mmol/l in the
group with comorbid pathology, (5.6+1.1) mmol/Il in the group with isolated course of
MASLD and (4.1+0.8) mmol/l in the control group.
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Fig. 1 Average values of carbohydrate metabolism indicators
in the groups of studied patients
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Discussion. Analysing the results of the carbohydrate status in the examined
patients, a relationship was found between the presence of concomitant AH in
patients with MASLD and the general deterioration of the carbohydrate status. Thus,
a significant increase in the level of insulin, HOMA-IR index and fasting glucose
in patients with comorbid MASLD and AH compared with the group of patients with
isolated MASLD and the control group confirms the independent role of AH in
the development of IR in patients with MASLD. The results of our study do not
contradict the data of the world literature, confirming that the development of IR is one
of the key factors underlying the pathogenetic mechanism of the relationship between
MASLD and AH [8-10].

Conclusions. A significant increase of insulin levels and HOMA-IR in patients
with comorbid course of MASLD and AH compared to the group of patients with
isolated MASLD and the control group confirms the independent role of AH in the IR
development in patients with MASLD. Further studies that consider the role of IR in
the development of MASLD are needed to determine therapeutic approaches for the
management and treatment of this cohort of patients.
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ATepockiiepo3 — I1e 3araJIbHUIN TePMiH, SIKHI ONKMCYE YTBOPEHHS B apTepiaabHii
CTiHII (HIOPO3HO-KUPOBUX YPAKEHb, SIKI CIPUUHHSIOTH aTEPOCKICPOTHIHI CEPIIEBO-
cynuuHi 3axBoproBaHHA (ACC3) 1 € OCHOBHOIO MPUYUHOIO CMEPTHOCTI B YCbOMY
ceiti [1]. HaykoBi mocmipkeHHS JOBOJASTh HECHPUSTIMBUN BIUIMB EKOJOTTUYHHX
1 MeTeoposjoriyHuxX (akTopiB, BKIIOUYAIOUM CIEKYy, Ha CEpPIEBO-CYJAHHHY
3aXBOPIOBAHICTh 1 CMEPTHICTH B mepury udepry udepe3 ACC3 [2]. 3mina kiiMaty €
OJTHIEIO 3 HAMBAXKIIMBIMINUX MPOOJIEM, 3 SIKUMH CTHKAETHCS HAIlla TUTAHETa Ta JIF0JIChKa
nuBLII3aMis. JISUIbHICTE JIFOJWHHU, Taka SIK BIMHH, CIIAIIOBAaHHS BHKOIIHOTO ITaJIHMBA,
BUpyOKa JIICiB, MPOMHKCIIOBI TMPOIECH, IHTEHCUBHHUHA PyX TPAHCIOPTY, 30LIbIIYy€E
BUKHIH 3a0pyTHIOIOUMX PEYOBHH Ta MAPHUKOBUX ra3iB B aTMoc(depy, 10 MprU3BOINUTH
70 3MiHM KiiMaTy 3emiti. 3a0pyaHIOETHCS TOBITPS CKJIQJHOIO CYMIMIIII0 YaCTHHOK
BiJl HAHO- JI0 MIKPOPO3MIpiB 1 Ta30moi0HUX peuoBrH. HaitOinbIna KITbKICTh I0Ka31B
crocyeThest TBepaux dacTHOK (TH) Bim 10 aM mo 2,5 mxm (TY 2,5 ), gk ocHOBHOI
€KOJIOT1YHOI 3arpo3u JJis rio0albHOro rpoMaachkoro 3710poB’sa [3]. OmyOiikoBaH1
3BITM CBiUaTh Npo Oe33arepeyHuil BIUIMB 3a0pYJHEHHS MOBITPS Ha IMiIBUIICHHS
CMEpPTHOCTI Bim aTtepoTpoMOoTHUHUX yckiaaaHeHb ACC3 Ta 1HIIUX CepHO3HUX
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