Scientific Journal «ScienceRise: Medical Science» ISSN-L 2519-478X; E-ISSN 2519-4798

Ne 1(62)2025

ABSTRACT&REFERENCES

DOI: 10.15587/2519-4798.2025.329828

CLINICAL EFFICACY OF THE SYMBIOTIC DRUG
LOTARDI-A IN THE COMPLEX THERAPY OF
PATIENTS WITH IRRITABLE BOWEL SYNDROME IN
METABOLIC-ASSOCIATED FATTY LIVER DISEASE

p. 4-13

Yelyzaveta Sirchak, Doctor of Medical Sciences, Professor,
Department of Propedeutics of Internal Disease, State Universi-
ty «Uzhhorod National University», Narodna sq., 3, Uzhhorod,
Ukraine, 88000

E-mail: sirchakliza777@gmail.com

ORCID: https://orcid.org/0000-0001-6738-0843

Irritable bowel syndrome (IBS) and metabolite-associated fatty
liver disease (MAFLD) are among the most common gastrointesti-
nal and liver diseases encountered in primary and secondary care.
The aim of the study was to determine the clinical efficacy of
treatment with the symbiotic drug Lotardi-A in the complex ther-
apy of patients with IBS with MAFLD.

Materials and methods. The study included 60 patients with IBS
with MAFLD. Patients with IBS in combination with MAFLD were
divided into two groups, depending on the method of treatment. The
first group of patients (group I—n = 30) received only basic therapy
aimed at correcting the functional state of the intestine and liver.
The second group of patients (group I — n = 30), in addition to the
basic treatment, received the symbiotic drug Lothardi-A.

Results of the study. Additional administration of the symbiotic
Lotardi-A to the subjects contributed to positive changes in the
quantitative and qualitative composition of the colon microflora.
A significant increase in the number of Bifidobacterium, Lactoba-
cillus was determined. Evaluation of the dynamics of biochemical
blood parameters after treatment, indicating the functional state
of the liver in patients with IBS with MAFLD confirms more pro-
nounced positive changes in laboratory parameters of cholestatic
syndrome in the second group of patients. A significant decrease
in the signs of cytolytic syndrome was also found.

Conclusions: In patients with IBS and MAFLD, it is clinically
more often manifested by constipation, namely in 43.3—46.7%, re-
spectively. These changes occur against the background of colon
dysbiosis, mainly of the Il and I stages (in 50.0% and 36.7—40.0%
of the subjects). The treatment of patients with IBS and MAFLD
should be comprehensive and include probiotic drugs. Prescrip-
tion of Lothardi-A is an effective method for the correction of
clinical manifestations of IBS, and is also a necessary component
for the treatment of MAFLD and correction of dysbiotic chang-
es. At the same time, in patients of group I with MAFLD and IBS
with constipation, an increase in the frequency of defecation by
30.0% (p < 0.01) was found, while in patients of group I — only by
10.0% (p < 0.05). In 26.7% of patients in group II after complex
treatment, dysbiosis was not detected during repeated examina-
tion, while in group I, we did not find such patients. The addi-
tional administration of a symbiotic complex to patients with IBS
in MAFLD is an effective means of complex treatment to reduce
the severity of disorders of the functional state of the liver and
lipid metabolism. At the same time, in patients of group II, a more
pronounced significant decrease in serum ALT activity was found
(decrease by 43.63 + 0.37 U/l — p < 0.01). The same trend was

found when assessing the level of triglycerides in the blood se-
rum (decrease by 1.65 + 0.03 mmol/l —p < 0.01)
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The review article is devoted to the pathogenesis of complications in
patients with community-acquired pneumonia associated with coro-
navirus infection. The current understanding of the pathogenetic
mechanisms of SARS-CoV-2 and the progression of COVID-19 in-
dicates complex changes in the neurohumoral status. Understand-
ing the pathogenetic mechanisms of complications in patients with
COVID-19 makes it possible to select biomarkers for risk stratifica-
tion and understand the clinical context of the disease.

The aim of the study: to determine the main mechanisms of
thrombotic complications in patients with community-acquired
pneumonia associated with coronavirus infection.

Materials and methods: using the Internet resources of sciento-
metric databases PubMed, Web of Science, and SCOPUS, a ret-
rospective analysis of the literature on this topic for the period
2020-2024 was carried out.

Results: A persistent inflammatory state in severe and critically ill
patients with COVID-19 is an important trigger of the coagula-
tion cascade. It is important to remember that thrombotic compli-
cations are a sign of severe COVID-19 disease and are associated
with multiple organ failure and increased mortality. Therefore, the
literature review identified the main pathogenetic mechanisms of
complications in patients with COVID-19, which allowed us to
select the appropriate laboratory tests necessary to predict the
course of the disease. An understanding of the pathophysiology of
COVID-19 in terms of immune-mediated inflammation and endo-
thelial dysfunction makes it possible to include more appropriate
adjunctive treatments in the patient management regimen.
Conclusion. Understanding the underlying mechanisms of com-
plications in patients with community-acquired pneumonia in
combination with coronavirus infection allows the selection of
biomarkers to predict disease progression. Thrombotic compli-
cations are markers of severe COVID-19, and information on
the pathogenetic mechanisms of their occurrence facilitates
understanding of the clinical picture of the disease. An under-
standing of the pathophysiology of COVID-19 makes it possible
to incorporate more appropriate adjunctive therapy into patient
management protocols

Keywords: COVID-19, SARS-CoV-2, community-acquired pneu-
monia, mechanisms of complications, inflammation, thrombotic
complications, endothelial dysfunction
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The course of development and progression of arterial hyperten-
sion (AH) is influenced by many factors, including the functional
state of the endocrine system.

The aim of the study is to determine the content of thyrotropin,
free forms of thyroid hormones, total testosterone and estradi-
ol in the blood serum of spontaneously hypertensive rats of the
SHR line of different age groups.

Materials and methods. The studies were performed on male rats
aged 9 and 24 months. All animal experiments were performed in
accordance with the guidelines of the EU Directive 2010/63/EU on
the protection of animals used for scientific purposes. White outbred
rats served as normotensive controls, and spontaneously hyperten-
sive rats of the SHR line served as a classical model of hypertension.
The study of the content of thyrotropin, free forms of thyroid hor-
mones, total testosterone and estradiol was carried out on a micro-
plate enzyme immunoassay analyzer “Stat Fax 3200” (Awareness
Technology inc., USA) using standard commercial test kits from the
company “Hema” (Ukraine).

Results. The levels of pituitary thyroid-stimulating hormone,
free triiodothyronine and total testosterone were significantly
higher in SHR rats of both age groups compared to age-matched
controls. The level of free thyroxine remained unchanged in all
groups. The level of estradiol in the serum of spontaneously hy-
pertensive rats was significantly higher (by 60%) than that of
normotensive rats.

Conclusions. SHR rats aged 9 and 24 months are characterized
by neuroendocrine features in the form of subclinical hypothy-
roidism, significantly increased levels of free triiodothyronine
and total testosterone, which may affect the premature devel-
opment of cardiovascular diseases. The level of estradiol was
significantly higher only in 9-month-old SHR rats, which may
explain the protective effect of these hormones on the state of the
cardiovascular system of young rats with hypertension
Keywords: arterial hypertension, thyroid hormones, sex hor-
mones, spontaneously hypertensive rats
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The aim of the work was to identify relationships between modi-
fications of the folate cycle gene structure and serum serotonin
levels, depending on the presence or absence of type 2 diabetes
mellitus (DM) in patients during COVID-19 and 6-9 months afier
recovery.

Materials and methods: 127 adult patients were examined, belong-
ing to the following groups: 1) DM + COVID (n = 43, m/f 32/11);
2) COVID without DM (n = 34, m/f 19/15); 3) without DM, without
COVID (n = 50, m/f 30/20). Patients with COVID-19 had mod-
erate and severe disease. At the beginning of Covid-19 treatment
and 6 months after recovery, general clinical, haematological and
biochemical parameters were recorded, and the concentrations of
serotonin, homocysteine, folic acid, and cardiovascular biomarker
ST-2 in blood serum were assessed. The molecular genetic meth-
od of real-time polymerase chain reaction characterised polymor-
phisms of folate cycle genes: MTHFR 677 C > T and 1298 A > C,
MTeiR 2756 A > G, and MTRR 66 A > G.

Results. The distribution of patients by genotypes of folate cycle
genes showed that group (1), compared to group (2), that group (1)
compared to group (2) had a lower proportion of homozygous re-
cessive mutations in the studied positions. Thus, in group (2), the
recessive genotype MTRR 66 G/G was observed in 26% of cases.
A significant relationship was found between BMI and the initial
serotonin serum level in the group (3) (R’ = 0,697), without a sig-
nificant relationship between BMI and the initial values of homo-
cysteine, ST-2 and folic acid. As a result of regression analysis,
significant differences were found in the list of factors that affect
the change in serotonin and ST-2 serum levels in the two groups of
patients during treatment; differences in the influence of pneumo-
nia indicators and the MTRR 66 A > G gene were noted.
Conclusions. The use of modern methods of molecular diagnos-
tics, in particular the determination of folate cycle gene mutations,
in combination with the assessment of the endothelium toxic prod-
uct homocysteine and the neurotransmitter serotonin serum levels,
allowed us to obtain a mathematical justification for the features
of changes in the studied indices that occurred in the post-COVID
period in patients depending on the presence of type 2 diabetes
Keywords: enzymes of the folate cycle, polymorphisms, homo-
cysteine, folic acid, cardiometabolic risk, coronavirus disease
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KJTHIYHA E®OEKTUBHICTH CAMBIOTHYHOI'O ITPEITAPATY — JIOTAPAI-A B KOMIIJIEKCHIW TEPAITIT
XBOPHX I3 CHHAPOMOM ITOJIPASHEHOT'O KHITEYHUKA ITPU METABOJITYHO-ACOIIHOBAHIN JKUPOBII
XBOPOBI IIEYIHKMH (c. 4-13)

€. C. Cipuak

Cunopom noopasuenoeo kuweunuxa (CIIK) ma memaboniuno acoyitiosana scuposa xeopoba neuinku (MAXKXII) € o0numu 3 nainouiu-
PEHIUUX 3AXB0PHOBAHD ULTYHKOBO-KULUKOBO20 MPAKMY M NEeYIHKU, W0 3YCMPIiaomvcs y NEPEUHHIL ma 6MOPUHHITE MEOUUHILl OONOMO31
Mema 0ocnidxicenns — susnauumy KiiniuHy egheKkmuenicms NiKy8anHs i3 GUKOPUCTNAWHAM cumbiomuunozo npenapamy Jlomapoi-A 6
xomnaexcniu mepanii xeopux 3 CIIK npu MAXKXII.

Mamepianu ma memoou. B naykose docnioscenns sxnouerno 60 xeopux 3 CIIK npu MAXKXII. Xeopux 3 CIIK y noeonanni iz MAXKXIT
PO3NOOINIEHO HA 08 2pYNuU, 3aNeNCHO 610 Memody nikyeannus. [lepuia epynu nayicumie (I epyna —n = 30) ompumyeanu nuwe 6a3ucHy
mepaniio, CNpAMO8aHe Ha KOPeKyilo PyHKYIonanbHo2o cmamy Kuweunuka ma nedinku. JJpyea epyna xéopux (II epyna —n = 30), 0ooam-
K080 00 6A3UCHO20 NIKYBAHHA OmMpumysanu cumbiomuynuti npenapam Jlomapoi-A.

Pesynomamu docriocenn. /looamrose npusHauenHs obcmedcenum nayicumam cumoiomuxa Jlomapoi-A cnpusiio nosumueHum 3mMiHam
¥V KIIBKICHOMY ma AKICHOMY CKAa0i MIKpogropu moecmoi kuwiku. BusHaueno 3Haune docmogiphe 30invuuents kinokocmi Bifidobacterium,
Lactobacillus. Oyinxa ounamiku OioXiMINHUX NOKA3ZHUKIE KPOGI NICIsL IIKYBAHHS, WO KA3YIOMb HA QYHKYIOHANLHULL CMAH NeYiHKU Y X60-
pux 3 CIIK npu MAXKXII niomsepodicye binviu supasiceni nO3UmMugHi 3minu 8 1a00pamopHux NOKA3HUKAX XONeCmamui4Ho2o cunopomy 6 11
2pyni obcmedicysanux nayicnmis. Bcmanoenerno makosic 00cmogiphe 3MeHuen s 03HaK Yumoaimuino2o cuHOpoMmy.

Bucnosku. Y xeéopux na MAXKXII CIIK kniniuno uacmiuie nposensiemocs 3akpenom, a came —y 43,3—46,7% eionosiono. Li 3minu
BUHUKAIOMb Ha oni Ouchiozy moscmoi kuwiku, nepesadcro Il ma I cm. (v 50,0% ma y 36,7-40,0% obcmedicenux).

Jixysanns xeopux 3 CIIK npu MAKXITI mae 6ymu komnnexcnum i exknouamu npodiomuuni npenapamu. Ipusnauenna npenapamy Jlomap-
0i-A € eqpexkmugHuM MemoOoom uwodo kopekyii kKainiunux npossie CIIK, a maxoc € HeoOXionum xomnornenmom 0 nikyeanns MAXKXII i
Kopekyii oucoiomuynux smin. Ipu yvomy, y xeopux I epynu na HAXKXI1 ma CIIK i3 3akpenamu 6cmarno61eHo 30i1bueH s Yacmomu akmy
oeghexayii na 30,0% (p < 0,01), mooi six y xeopux I epynu — nuwe na 10,0% (p < 0,05). ¥V 26,7% xeopux Il epynu nicis kKomniekcho2o
JUKYBAHHA OUCOio3 npu NOGMOPHOMY O0CTIOMNCeHHI He 8usasieHo, modi sk 6 I epyni nayicumie maxkux ocio6 Hamu He ecmanosnero. /lo-
odamkoge npusHavenns cumbiomuunozo komniexcy xeopum na CIIK npu HAXKXII € epexmugnum 3acobom KOMNLEKCHO20 JIKYBAHHSL OISl
3MEHUEHHA 8UPAICEHOCINT NOPYUeHb DYHKYIOHALHO20 CIMAHY NedinKu Ul 1iniono2o oominy. Ilpu yvomy, y xeopux Il epynu 6cmanosneno
oinvut supasicene docmogipre smenutents akmuenocmi AJIT y cuposamyi kposi (3merwennsa na 43,63 + 0,37 O/n — p < 0,01). Taxa src
MeHOeHYisl BUGILEHO § npu OYIHYI PieHs mpuiiyepuoie y cuposamyi kposi (amenuents na 1,65 £ 0,03 mmonv/n —p < 0,01)

Knrouogi cnosa: neankoeonvha Jcuposa xeopoba nedinku/memaboniuno-acoyitio8ana JHcuposa Xeopooa nevinku, CuHOpoMm noopasHe-
HOI MOBCMOT KUWIKU, OHCUPIHHA, MEMAOONTUHI NOpYUIeHH S, MIKpOOiom, OiaeHOCUKA, TIKY8aHHA (npobiomuKu)
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OCHOBHI MEXAHI3MHU TPOMBOTUYHHUX YCKJIAJHEHDb ¥ XBOPUX HA HEI'OCIIITAJIBHY ITHEBMOHIIO
MNOEJHAHY 3 KOPOHAPOBIPYCHOIO IH®EKIIEIO (c. 14-19)

H. O. CxopoxonoBa, O. B. Sluenko, A. I. Kapadaun

Oens006a cmamms npucesuena namozeHnesy YCKIaOHeHb Y X60PUX Ha NO3ANIKAPHAHY NHEEMOHII0, NOEOHAHY 3 KOPOHABIPYCHOIO iH(eK-
yiero. Cyuacue posyminua namozenemuunux mexanizmie SARS-CoV-2 ma npoepecysanna COVID-19 cgiouums npo KomMniekcHi 3miHu
HeUupocyMopanbHo2o cmamycy. Po3yminHs namoeeHemuuHux Mexanizmie po3sumky yckiaouens y nayieumie 3 COVID-19 oae moowcnu-
sicmy gubpamu diomapkepu 0151 cmpamuikayii pusuxy ma 3po3yMimu KiiHIYHULL KOHMEKCM 3aX80PHBAHHS.

Mema 0ocnidrcenna: BU3HAYUMU OCHOBHI MEXAHIZMU PO3GUMKY MPOMOOMUUHUX YCKAAOHEHb Y X6OPUX HA NO3ANIKAPHAHY NHEBMOHIIO,
NOEOHAHY 3 KOPOHABIPYCHOI) IHEKYIE.

Mamepianu i memoou: 3a 00nomo2or iHmepHem-pecypcie Haykomempuunux 6az oanux PubMed, Web of science, SCOPUS nposedero
PEeMpPOCNeKmueHULl ananis aimepamypu 3 oanoi memamuxu 3a nepioo 2020-2024 pp.

Pesynvmamu. Cmitikuii 3ananvHuti cman y 6adxickux i easxckoxeopux nayienmie iz COVID-19 € sasicnueum mpuzepom Koa2ynayiiHo2o
Kackaoy. Bascnueo nam’sasmamu, wo mpomobomuuni YCKIAOHEHHA € 03HAKOI MANXCK0o20 nepebiey saxsopiosanns COVID-19 i noeony-
10MbCs 3 NONOP2AHHOI0 HEOOCMAMHICIIO Ma nidsuwenolo cuepmuicmio. Tomy 6 pamkax 020y Aimepamypu UsA6JEHO OCHOSHI NAMo-
2EHEMUYHI MEXAHI3MU PO38UMKY YCKAAOHeHb Y xeopux Ha COVID-19, wo 003601110 nioibpamu 6i0no6ioHi 1ab60pamopHi 00CIioONCeHHs,
HeobXiOHI 0151 npoeHo3yeants nepebizy 3axeopiosanis. Pozyminna namoghizionozcii COVID-19 3 mouxu 30py iMyHOOnocepeokosanozo
3ananeHHss ma eHOomenianvHoi OucyHKyii 0ae moscaugicms GKAOUUMU OLIbU 8IONOBIOHT 000AMKOGI Memoou NIKYEAHHs 6 CXeMy
6€0eHH sl NAYIECHMIB.

Buchoeok. Po3yminHs OCHOBHUX MEXAHIZMIE PO3GUMKY YCKAAOHEHb Y NAYIEHMIE 13 NO3ANIKAPHAHOK NHEBMOHIEI0 6 NOEOHAHHI 3 KOPO-
HasipycHow iHgekyiero 0038015€ niodupamu diomapkepu 01 NPOSHO3VEAHHA NPOSPECYBAHHS 3AX60PIOSAHHA. TpomOOmuyHi ycKkaao-
HeHnHs € mapkepamu maxckozo nepebicy COVID-19, a ingopmayia npo namozeHemuyni Mexanizmu ix BUHUKHEHHS NONe2ULYE PO3YMIHHA
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KIIHIYHOT Kapmunu 3axeopiosanist. Pozyminns namoghizionoeii COVID-19 oae moocnugicme exaouumu 6inviu 8i0n08iOHY 000amKogy
mepaniro 6 NPOMOKONU 6e0eHHs NAYIEHMIE
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OCOBJIMBOCTI BIKOBUX 3MIH PIBHIB THPEOITHHUX I CTATEBUX TOPMOHIB CIIOHTAHHO
TTHEPTEH3UBHHUX L{YPIB (c. 20-24)

I. B. Kananoxo

Ha nepebie pozsumxy ma npoepecyeanns apmepianvhoi einepmensii (AI) eniusaroms bazamo gakmopis, 6 momy yucii yHKYioHaIb-
HULl CMaH eHOOKPUHHOT cucmemil.

Mema 0ocnioxncenns — 6usHA4enHs 6MICHY MUPEOMPONHO20, GiNbHUX POPM MUPEOIOHUX 2OPMOHIB, 3A2AbHOZ0 MECMOCMePOnY ma
ecmpadiony 6 cupogamyi Kposi cnonmanno einepmensusnux wypie ainii SHR pisnux eikosux epyn.

Mamepianu ma memoou. /[ocniodxiceHHss GUKOHAHT HA Wypax-camysax éikom 9- ma 24-micayis. Vci excnepumenmu Ha meapuHax npo-
600unU 8I0N0GIOHO 00 Kepignux npunyunie Jupexmusu €C 2010/63/EU npo 3axucm uKopucmosy8anux meapu 0is HAyKOGUX yiiell.
bini 6e3nopooni wypu Oyiu 6 AKocmi HOpMOMEH3UBHO20 KOHMPOIO, CHOHMAHHO 2inepmen3ueHi wiypu ninii SHR — 6 axocmi knacuunoi
mooeni AL JJocnioorcens emicmy mupeomponnozo, 6ibHuXx Gopm mupeoionux 20pmMonie, mecmocmepony 3a2aibHo2o ma ecmpaoiony
NPOBEOEHO HA MIKDONAAHWEMHOMY IMyHOepmenmHuoMmy ananizamopi «Stat Fax 3200y (Awareness Technology inc., USA) 3 suxopuc-
MAHHAM CIMAHOAPMHUX KOMePYIUHUX mecm-Haoopis ipmu «Xema» (Vkpaina).

Pezynomamu. Pieni mupeomponno2o 20pmMoHy 2inogiza, mputiloOmupoHriny i1bHO20 ma PiGeHb 3a2aibHO20 MeCmMOoCmepoHry Oy 3HA-
uywe euwumu y wypie SHR 060X 6ikogux epyn 6 NOpieHAHHI 3 epynamu KOHMPOI 8I0N0BIOH020 6IKY. PigeHb mupoKcuny 8iibHo20
3anumascs 6e3 icmomuux 3min 8 ycix epynax. Pieenv ecmpadiony 6 cuposamyi Kpogi cHOHMaHHO 2inepmensusHux wiypis 6ys snauyuye
suwum (Ha 60%,) 6i0 aHanociuH020 NOKAZHUKA HOPMOMEH3UGHUX ULYDIE.

Bucnosku. [ypu SHR gikom 9-mu ma 24-mic. xapakmepuzyromuvcsa HeupOeHOOKPUHHUMU OCOOTUBOCMAMU Y 8USTAOL CYOKIIHIUHO20
einomupeosy, snauyuje nioSUWeHux pieHie MputloOMupOHInY ilbHO20 Md 3A2ANbHO20 MECMOCMEPOLY, WO MOd4Ce BNIUBAMU HA Nepeo-
4ACHUT PO3BUMOK Cepyeso-CYOUHHUX 3ax60pioeans. Pisens ecmpadiony 0ye 3nauno suwum misvku y 9-mu micaunux wypie SHR, wo
Modice 00YMOBNI06AMU 3aXUCHY Oil0 YUX 20PMOHIG HA CMAH Cepyeso-CyOUHHOT cucmemu Monooux wypie 3 AI’

Knrwuosi cnosa: apmepianvha cinepmensis, 20pMOHU WUMOGUOHOI 3a103U, CIMAmMesi 20pMOHU, CHOHMAKHO 2INePMeH3UBHI Wypu
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JOCIIZKEHHST ACOIIAIII MTOJIMOP®I3MIB F'EHIB ®OJIATHOI'O IIUKJIY 31 SMIHAMMU PIBHIB
CEPOTOHIHY YV XBOPUX HA IIYKPOBHU JIIABET 2 THITY B HIOCTKOBITHOMY MEPIO/I (c. 25-32)

A. A. Illlynposny, K. I1. Komicapenko, H. M. Kymnapsosa, O. B. 3innu

Mema po6omu — 00CniONHCEHHA 83AEMO36)A3KIE MIdHC PIGHAMU CEPOMOHIHY 8 CUPOBAMYT KPOBI a MOOUDIKAYIAMU CMPYKIMYPU 2eHi8
Gonamnoco Yury, 6 3a1eAcHocmi 6i0 HABHOCME a60 GIOCYMHOCH 3aX60PIOSAHHS HA YYKPOsull diabem 2 muny y nayichmie nio uac
COVID-19 ma uepes 6-9 micsayis nicis 00yI’CaHHSL.

Mamepianu ma memoou. Obcmedswceno 127 dopocnux nayienmis, aki nanexcaru oo nacmynnux epyn: (1) LJJ[+KOBII (n = 43,
u/oc 32/11); (2) KOBIJ] 6e3 L] (n = 34, u/xc 19/15); (3) 6e3 L]/], 6e3 Kosio (n = 50, u/oc 30/20). [layicumu 3 Kogio-19 nepeneciu
3aX80pPIOBAHHA Y cepednill ma eavxckiu gopmi. Ha nouamxy nikyeanna COVID-19 ma uepes 6 micayié nicia o0yicanus Qixcysanu
3A2ANbHOKIIHIUHI, 2eMAMONO2IUHI Ma OIOXIMIYHI NOKA3HUKU, GUHAYANU KOHYEHMpAayii cepomouiny, comoyucmeiny, ¢oniesoi xuc-
nomu, cepyego-cyounnozo obiomapxepa ST-2 @ cuposamyi kposi. 3a 00nOM02010 MONEKYIAPHO-2EHEMUYHO20 MEMOOY NOTIMepa3Hoi
JIaHYI020801 pearyii peanvHomy uaci xapaxmepuzyeanu nonimopgizmu eenie gporamuoeo yukiry: MTHFR 677 C > Tma 1298 4 > C,
MTR 2756 A > G, MTRR 66 A > G.

Pesynomamu. Po3nodin nayienmis 3a ceHomunamu 2eHis onamuozo yuxuy noxasas, wo epyna (1) y nopienauni 3 epynoio (2)
Mana MeHuLy 4acmky 20MO3USOMHUX peyecuGHux mMymayiti y 0ocniodcyeanux nonodicenusax. Tax, y epyni 2 peyecugnuii eenomun
MTRR 66 G/G cnocmepizascs y 26% eunaoxis. Busgneno cymmesuii 36)a30x misie IMT ma nokazsnukom noyamro6o2o cepomoHiny 6
epyni (3) (R? = 0,697), 6e3 3snauywjozo 36 ’s3xy mioe IMT ma nouamkosumu snavennamu comoyucmeiny, ST-2 ma oniesoi kuciomu.
B pezynomami peepeciiinoco ananizy eusgieHo cymmesi 6i0MIHHOCI Y NepeniKy (hakmopie, sSKi 6nIueaoms Ha 3MIHy CepONOHIHY ma
ST-2 y 060x epynax nayienmis 6 npoyeci 1iKy8anHs, 8i03Ha4eHO 8IOMIHHOCMI Y 6NaU6I noka3Hukie nneemonii ma eeny MTRR 66 A > G.
Bucnogku. 3acmocyeanns cyuacrux memooie MONeKyIApHOi OiazHOCMUKY, 30KDeMA BUSHAYEHHS MYMayill 2eHi6 (honamHo2o Yyuxiy,
6 KOMNIEKCI 3 OYIHKOI Di6HI68 eHOOMeNiOMOKCUUHO20 NPOOYKINY 20MOYUCMeIHy ma Helpomediamopa cepomoHiny, 003601UL0 Ompu-
mamu mamemamuyne oOTPYHMYSaHHs. 0COONUBOCMEl 3MIH OOCTIONCYBAHUX NOKAZHUKIG, SIKI MAIU Micye 8 NOCMKOGIOHOMY nepiodi y
nayienmis y sanexqcrnocmi 6i0 nasgnocmi 3axeoproganns na LlJ] 2 muny.

Knrwuoei cnosa: gpepmenmu gponammnozo yuxiy, nonimopizmu, comoyucmein, goniesa Kucioma, KapoiomemadoniuHull pusux, Kopo-
HagipycHa xeopoba
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