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npaxtaiiy (§-9 yepsHg 2017 poky); HAYKOBO-TIPAKTHYHA THTEPHET-KOHPEPEHINS 3 MDKHAPOTHOIO
VUACTIO « AKTYAIBHI [THTAHHA HAJaHHA MEIHUHOI JOMOMOTH MPH €HIOKPHHHHX 3aXBOPIOBAHHIX:
MIKAUCOUInapunil niaxiay (14-15 yepsua 2018 poky).

CmiepodiTHuKH kKadeapu TICHO CHIBIPAITIOWTE 13 3aKOPAOHHHMH HAYKOBO-TOCTITHHMH
ycTaHOBaMM Ta MpodQinbHUME KadeapaMy 3akOpJIOHHHX BUILIMX HABUANBHHX 3aKNafie. 30KpeMa,
3AIHCHIOETBCS CIIBOpAlld B paMKax MOMHCAHUX YIOd Npo CHIBOpaio 3 [HCTUTYTOM TeHETHKH
aouunn Tlonbebkol axanemil Hayk ([osnanb, Tloublua) — H0CHIIKEHHSA IMYHONOUIT JEOAMHY,
30KpeMa JOCNIIKEHHS IMYHONOMYHMX MOKA3ZHUKIB B CUPOBATI KPOBI Ta NEPUTOHEAILHIH PILAHHI ¥
KIHOK 3 Oe30IiaaaM Ta €HIOMETPIO30M, a Takok 3 kKadeapow eHmoxpuHOMOTIT Binopycekoro
JIEPKARHOTO MEJIMYHOTO YHIBEPCHTETY — RHRUYEHHS EHJOKPHHHHX AcTIeKTiB MeTaboMiuHoro
cuHapomMy. Ha cborosiHi Kadenpa aKTUBHO J0IVHAETRCS 10 MOJaYi TPaHTORUX 3asABOK JUTA YUacTi ¥
MIKHAPOJAHUX HAYKOBMX MPOCKTAX. IO COPUATUME MIABUINECHHIY PIBHSI BHKOHYBAHUX Kaheaporo
HAYKOBHMX TOCIIUKEHb ¥ HATIPSAMKY TNepcoHATianil MEHEDKMEHTY Ta NpodilakTHKH €HIOKPHHHOT
Ta IMYVHHOI TATONOrii, a Tako¥k 3a0e3neuHTh MOKTHBICTH TIPHEAHATHCA MO CBITOBOI MEIUYHOU
HayKH.

Abramova N.O.

DEPENDENCE OF LIPID METABOLISM ON PRO197LEU POLYMORPHISM
IN THE GPX1 GENE IN PATIENTS WITH METABOLIC SYNDROME
Department of Clinical Immunology, Allergology and Endocrinology
Higher State Fducational Establishment of Ukraine
«Bukovinian State Medical University»

Cytoplasmic glutathione peroxidase (GPX 1) is one of the selenoenzymes important for the
organism functioning, present in all tissues of the human body, which takes part in detoxication of
hydrogen peroxide and products of lipid peroxidation, as catalvzes the interaction of reduced
glutathione with these substances. It 1s known that numerous pathologic processes in the organism
develop in concequence with disorders in the mechanisms of antioxidant protection. Specially, in
patients with insulin resistance, accompanied by hyperglycemia and increased production of
cytokines, where oxidative stress arises. The accumulation of free radicals activates factors of
transcription such as NFkB. which initiate the process of proinflammatory cytokines release. The
growth of free radicals results in lipid peroxidation of the cellular membranes, causes
atherosclerosis and endothelial dysfunction.

The aim of the study was to investigate the dependence of lipid metabolism in patients with
metabolic syndrome depending on Pro197Leu polymorphism in the GPX1gene.

Prol97Leu polymorphism in the gene GPXI1 have been studied in 102 patients with
metabolic syndrome and 97 healthy individuals.

To evaluate the dependence of lipid metabolism depending on Pro/Leu polymorphism of the
gene GPX1 we divided the patients into groups in the following way: 18 patients with Pro/Pro, 59
with Pro/Leu and 25 with Leu/Leu genotypes. the control group consisted of 20 healthy individuals.

Total cholesterol {TCH), triacylglycerols (TG), low-density lipoprotein cholesterol (LDL
cholesterol} and high density lipoproteins cholesterol (HDL cholesterol) were determined and
atherogenic coellicient (AC) was calculated.

Pro197Leu polymorphism of the gene GPX1 in 102 patients with arterial hypertension and
concomitant abdominal obesity and 97 healthy individuals have been studied. Disorders of
distribution of genotype frequencies comparing with the control group at the expense of the
reduction of Pro/Pro genotype frequency have been found in the main group. Analyzing the data,
the growth of the of disorder risk in the GPX 1 activity in patients with Pro/Leu and LeuwLeu
variants of polymorphism comparing with homozygous for the "wild" allele at 4.7 and 6.9 times
respectively had been revealed. Analyzing changes of lipid metabolism depending on the
Pro197Leu polymorphism of the gene GPXI1, the elevation of low-density lipoproteins and
atherogenic coefticient has been established in patients with Leuw/Leu genotype. Thus, Pro-allele
possesses protective properties as to the reduction in the activity of glutathione peroxidase. Insulin

511



/ 100-a nigcymkoBa HaykoBa KOH@epeHLis npodecopCbKo-BUKNIaAaLbKkoro nepcoHany
@ BYKOBMHCBKOIo AEPXABHOIMO MEAMYHOIO YHIBEPCUTETY

/ad
and leptin resistance develop in the carriers of Leu-allele, which causes disturbances in lipid
metabolism.

Thus. in patients with arterial hypertension against a background of abdominal obesity the
risk of reduction of glutathione peroxidase 1 activity is associated in a dose-dependent manner with
the presence of «mutant» Leu-allele. while homozygous for the «wild» Pro-allele had a significantly
lower risk of this disorder.

The presence of Leu-allele in genotype of patients with metabolic syndrome is connected
with the disorder of lipid metabolism as a result of insulin and leptin resistance development and
characterized by low-density lipoprotein level and atherogenic cocfficient clevation.

Karatieieva S.Yu.
STATE OF THE IMMUNE PROTECTION IN DIABETIC PATIENTS
WITH PYOINFLAMMATORY PROCESSES
Department of Patient Care and Iligher Nursing Education
Higher State Fducational Establishment of Ukraine
« Bukovinian State Medical University»

The immune system disorders in diabetic patients lead to a significant decrease in non-
specific and specific immune anti-infectious defense by inhibiting phagocytic function of
polymorphonuclear leukocyles, lowering of complement system activily. lyzocim, interlerons,
bactericide activity of blood serum.

Diabetic patients with pyoinflammatory processes treated by traditional methods (n = 40);
diabetic patients with pyoinflammatory processes treated by ozonotherapy along with traditional
treatment {n=>53).

The obtained results confirm changes in the absolute and relative number of immune cells in
the peripheral blood of DM patients associated with pyoinflammatory processes. A relative number
of lymphocytes decreases in these patients, at the same time a tendency to the growth in the
absolute number of the total pool of lymphocytes is formed.

The research of the immune disorders degree confirmed that therapeutic measures, including
ozonotherapy, against pyoinflammatory processes in patients with DM show their effectiveness. On
admission 63,0% of patients were diagnosed with the T-I1 degree of immune disorders, which
required immunorehabilitation; after pyoinflammatory processes therapy, only 55,0% of diabetic
patients were left. Special efficiency is shown in the IIT stage of immune disorders.

Pyo-inflammatory processes in patients with diabetes occur on the background of decrease
in the appropriate number of lymphocytes; increase in the absolute and relative number of
monocytes, the absolute number of leukocvtes due to the increase in the relative amount of
neutrophilic polymorphonuclear leukocytes. as well as decrease in the absolute number of
eosinophils, erythrocytes and hemoglobin.

Kacenpyvk H.M.
CTPYKTYPA AJIEPTTYHUX PEAKIIHA CEPEJ] CTAIIIOHAPHHUX XBOPHX
Kagheopa rainiquol ivynonrozil, arepoa02ii ma endokpunoio?it
Buwguii oepxcasnuii nasyaisiu 3aviad Yepainu
« BVROGUNCORUI GePAUCABIIUT MCOUUHUT VIHGePCUmMEmy

Ha cyuacHoMy eTani po3BHTKY CyCHiTbCTBA OCOONHBOCTIMH ANEPriuHHX 3aXBOPIOBAHE €
3pOCTaHHS MOTIBANCHTHOT ancprii, momiMopdizM KniHiYHUX mposBiB. Llg npodncMa mpueepTae
NWIbHY YBary BUEHHX 1 JKapiB MpOTAToM OaraThoX POKIB, IO TNOB'A3aHO 3 TeTEPOTEHHICTIO
KAIHIYHHX 1 NATOreHeTHYHUX (POPM JAHOT NATOIOrI.

Meta pocnifikeHHS — BHUBMEHHS CTPYKTYPH AQNepridHUX Ta ICEBJ0ATEPrivHHX peaxiiii
cepen cranioHapHux xBopux OKY «UepriBcupka o6nacHa kniniuHa nikapasa» (OKJI).

[TpoananizoBaHi BIAOMOCTI [Opo aNepTiuHI peakilii Ta 3axpopiokaHHs v 300 MallieHTIB. AKI
sHaxoaunueh Ha nikyeandl B OKJI ta npo koncynbToBaHi 1 olctexkeni Ha 0asl mynsMOHO-
anepronoriunoro Bigainenus OKJI za nepion 2016-2018 pp.
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