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Pe3yabTaTH n0c/iKeHb. 3 MPAKTHYHOI TOYKH 30PY COH JIFOAsIM TIOTpideH, mob g1o0pe cede
noyyBatu 1 OyTH 370poBUMH. BiiCyTHICTH cHYy Moxe OyTH (haTaqbHOI: TOTIPIIYETHCS
KOHIICHTpAIlisl Ta MaM'siTh, MOXKE MPOBOKYBATH XBOPOOW ceplis, IyKPOBHUH aia0eT, 3arocTpeHHs
XPOHIYHMX XBOpPOO 1 HaBiTh OXUpPIHHA. € 0araTo pPi3HUX METOIMK IOKPAIICHHS SIKOCTI CHY, 1
OJIHIEI0 13 HUX € BHUKOPHUCTAaHHS CIHEIlaJbHUX 4YaT-OO0TiB, IO J03BOJISIE HAJIArOAUTH IIPOIIEC
3acuHaHHs. Hanpukian anrnmomoBHuit yar-60t Insomnobot-3000 mae Ginbine 400 pi3HiIX METOJIVK,
HaBYaJIbHUX TPIOKIB, KBECTiB, IO JOMNOMAararTh pPO3CIA0OUTHCh 1 3acHYTH. BakimBo, mI0
Mpoleaypa CIUIKYBaHHS 13 4aTOM Ma€ OyTH PETyJSIpHUM IpolecoM Oa)xaHO B OJMH 1 TOW caMuit
yac BBeuepl micist 23.00. IlikaBo, mo sxmo Bu OakaeTe CHiJIKyBaTHCh B 1HIIUN 4ac, HaIPUKIIA
3paHKy, TO CHUIKYBaHHs HE BUIJE, TOMY L0 «0alaKydicTh» MpUTaMaHHA 4aT-00Ty caMe y HIYHHUN
yac. Yar-00T mikaBo mojae iHopmariiro mpo Te, 1o Ha JaHWK Yac BiJOMO Haylli Mpo COH. SIKIIo X
y KOPHUCTYBayiB 3aJIMIIAIOTHCS 3alIMTAaHHS, HA SKI HE MOXKE JIaTH BiANOBIAb IITYYHUN IHTEIEKT, I1e
MOKe 3poOuTH TmpodeciiHUi JiKap-cOMHONOr. Byke micias TuxkHS BHUKOpuCTaHHS, 93%
KOPHCTYBa4iB MOMIYalOTh MPHUIIBUAMICHHS MMPOLECY 3aCHHAHHS 1 BIANOBIAHO MOKpAIIEHHS SKOCTI
HIYHOTO BiJIMOYHHKY.

BucHoBku. He nuBisumrch Ha Te, MO0 BYCHI NMPHUITYCKAIOTh, 1[0 BHKOPHCTAHHS TaKETIB
HETaTUBHO BIUTMBAE€ HA IMPOIEC 3aCHHAHHS, B CBOK Yepry IpaBWIbHE iX BUKOPUCTAHHS, TOOTO
CIUJIKYBaHHS y 4Yar-00Ti MOXKE JaTH MOXKIUBICTh HABIAKM TOKPAIIUTH NPOIEC 3aCHHAHHA 1
SKICHOTO BiAMOYHHKY.

CEKIIIA 23
AKTYAJBHI MUTAHHS KJIIHIYHOI IMYHOUJIOT'Ti, AJIEPTOJIOI'Ti TA
EHJOKPHUHOJIOTII

Marchuk Yu.F.
OBESITY, POLYCYSTIC OVARY SYNDROME AND DYSHORMONAL HYPERPLASIA
OF THE MAMMARY GLANDS
Department of Clinical Immunology, Allergology and Endocrinology
Bukovinian State Medical University

Introduction. According to the World Health Organization, the prevalence of obesity
among the adult population of the planet is 13%, taking into account people with overweight — 39%.
Almost a third of humanity today is classified as overweight or obese. The first nationwide STEPS
study conducted in 2019 showed that a quarter of the population in Ukraine suffers from obesity —
one in three women and one in five men. The spread of obesity has become a pandemic. There is an
alarming trend towards an increase in the incidence of metabolically unhealthy obesity.

The aim of the study is to find out the features of the comorbidity of obesity, polycystic
ovary syndrome and dyshormonal hyperplasia of the mammary glands.

Material and methods. An analytical research method was used based on data from literary
sources.

Results. Overweight and obesity are closely associated with various comorbid conditions,
namely with disorders of carbohydrate metabolism (impaired glucose tolerance, impaired fasting
glycemia, insulin resistance), type 2 diabetes, dyslipoproteinemia, arterial hypertension, sleep
apnea, hyperandrogenism and polycystic ovary syndrome, etc. Excess adipose tissue induces
lowgrade inflammation (meta-inflammation), metabolic and hormonal disorders. Obesity causes a
deterioration of the metabolism of sex hormones, as fat cells have the ability to accumulate steroids.
Fat tissue contains 7 times more testosterone and androstenediol than blood plasma; 2 times more
estradiol and estrone and 6 times moreprogesterone. The excess of estrogens influences on the
regulation of division and differentiation of adipocytes. An increase in adipose tissue is associated
with chronically increased extraovarian production of estrogens. In the presence of obesity,
extraglandular aromatization of androgens also increases in polycystic ovary syndrome (PCOS)
patients. That is, an excess of androgens in adipose tissue turns into estrone, which increases
luteinizinghormone (LH) secretion by a direct link mechanism. And LH, in turn, stimulates the
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hyperproduction of androgens in the ovaries, which are also transformed into estrone in peripheral
tissues, which stimulates the excretion of LH. The vicious circle closes and hormonal disorders
develop, which accompany PCQOS, i.e. hyperandrogenism. Violations at any level of the hormonal
homeostasis regulation system lead to one result — absolute or relative hyperestrogenization of a
woman's body. And hyperestrogenization is the main factor that causes dyshormonal hyperplasia of
the mammary glands. In addition, estrogens have a prolactin-stimulating effect, and prolactin
increases the number of estradiol receptors in the tissue of the mammary glands, which contributes
to the development of proliferative processes, the formation of dyshormonal proliferates and
carcinomas in the mammary glands.

Conclusions. Thus, reducing body weight is the first and the most important stage of
treatment for this comorbid pathology. It should be alsonoted that a decrease in body weight has a
positive effect on metabolic associated fatty liver disease, which in turn reduces hyperestrogenemia,
since estrogens are metabolized in the liver and the protein-synthesizing function of the liver is
restored, that is, the concentration of sex globulin binding hormones increases and the amount of
active androgens and estrogens decreases.

Olenovych O.A.

CHARACTERISTICS OF URINARY SODIUM EXCRETION OF RATS IN THE
DYNAMICS OF EXPERIMENTAL DIABETES MELLITUS DEVELOPMENT
Department of Clinical Immunology, Allergology and Endocrinology
Bukovinian State Medical University

Introduction. Tubulopathies with electrolyte disbalance require a detailed study in the
dynamics of diabetic renopathy progression as they may lead to the changes in local hemodynamics
in the kidneys, deterioration of nephron function and, subsequently, to structural changes in the
kidney tissue, progressive impairment of kidney function.

The aim of the research was to study the peculiarities of urinary sodium excretion in the
dynamics of alloxan-induced experimental diabetes mellitus.

Material and methods. The experiments were carried out on 63 white non-linear mature
male rats, 53 with experimental diabetes mellitus (EDM) of varying duration induced by
intraperitoneal administration of alloxan in a dose of 160 mg/kg of body weight, 10 intact rats
served as the control group. 10, 20, 25, 30, 40 and 45 days after its administration, the animals were
withdrawn from the experiment. Under condition of water induced 2-hour diuresis, sodium content
in the urine, its excretion, absolute and relative reabsorption, proximal and distal tubular transport
(including standardized by glomerular filtrate (GF) volume), were determined.

Results. On the 11" day of the experiment, the maximal urine loss of sodium was observed
for the entire duration of the experiment: the urinary concentration of sodium ions in animals of this
group exceeded the control index by 5,9 times, sodium excretion increased by 6,5 times, including
standardized by GF (by 4,7 times).

Sodium excretion including that standardized by the volume of GF, by the 21st day of the
experiment 4,8 and 3 times decreased respectively, accompanied by a significant reduction of
sodium urine level (by 2,2 times). However, the latter was found to be 2,7 times higher than that of
the control level, and sodium excretion — absolute and standardized one — was 1,3 and 1,5 times
higher, respectively.

On the 26™ day of the experiment the absolute sodium urine excretion 1,3 times decreased as
compared to that index on the 21% day of diabetes, practically reaching the control level. Cation
excretion standardized by GF volume almost six-fold decreased in comparison to the index of 21-
day diabetes and by 3,8 times — as compared to the control.

On 31%t and 41°% day of the experiment absolute sodium excretion raised by 3,1 and 2,5 times
in comparison with the corresponding values on the 26™ day of the experiment and standardized
sodium excretion — by 2,9 and 3,1 times correspondingly. It exceeded the level of electrolyte
excretion in control rats by 3,3 and 2,7 times respectively. However, remaining 24,6% and 19,7%
less than the level of control as for the standardized by the volume of GF sodium excretion. The
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