MIHICTEPCTBO OXOPOHH 3/I0POB’SI YKPAITHU
I YKPATHCHKHI HII MEJUIIMHA TPAHCIIOPTY
MO3 YKPATHA
OJIECBKHI HAIIIOHAJIBHUI MEIAYHWN YHIBEPCUTET
HAYKOBE TOBAPHCTBO ITATO®I3IOJIOT'IB YKPATHA
YKPATHCBKA ACOHIAIIA MEJAYHOI HAYKH

BIOJIETEHB XXI1 YATAHD
IM. B. B. MIJIBUCOLILKOT'O

18 — 19 TpaBus 2023 poky

OJIECA 2023



3MICT

Kovaltsova M., Myroshnychenko M., Patynko E.
ENDOCRINE PART OF THE PANCREATIC DYSFUNCTION
DURING OVEREATING INRATS....c.oiiiiiiinineienceen

Kvasnytska O. B., Antoshuk V. V., Shatkivska D. E.
VASCULAR MECHANISMS OF RENAL DYSFUNCTION IN
OBESE PATIENTS ..ot

Kvasnytska O. B., Bezborodova T. T.
DETECTION OF EARLY RENAL DYSFUNCTION IN
OBESE PATIENTS ..,

Pavlova O. O., Lukyanova Y. M.

ASSESSMENT OF THE FUNCTIONAL STATE OF THE
VESSELS ENDOTHELIUM IN RATS WITH A NITRITE-
INDUCED MODEL OF ALZHEIMER-TYPE DEMENTIA .....

Pavlova O. O., Sirenko V. A., Shevchenko V. O.

MORPHOMETRIC PARAMETERS OF THE STRUCTURAL
ELEMENTS OF THE EXO- AND ENDOCRINE PART OF
THE PANCREAS OF NEWBORN RATS AFTER CHRONIC
PRENATAL STRESS ..o e

Portnychenko A., Aliiev R., Abuwatfa S., Kozlovska M.,
Shapovalova A., Topchanyuk L., Gonchar O., Vasylenko M.,
Nosar V., Rozova K., Zhukovska A.

MECHANISMS OF THE COMORBID COURSE OF THE
INFLAMMATORY PROCESS AND TYPE 2 DIABETES AND
POSSIBILITIES OF HYPOXIC CORRECTION ............

Aspamenko A. O., Koponenxo P. M., Cmonaxos C. M.,
Lepmenoicu E. B., Maxapoea I'. B.

YACTOTA BUSIBJIEHHSI PEAKTUBHOI'O ITAHKPEATHU-
TY VYV BIMLIB 3BPOMHUX CUJI VKPATHHU IIIJ] YAC
[TPOBEJIEHHS BIMCBKOBUX JIIM .....oooovveeiiieee .

Anopeiiyosa H. 1.
BOJO3ABE3INIEYEHHA HACEJIEHHA B  YMOBAX
BOEHHOI'O CTAHY ..ouiiiiiiiiii e

170

Crop.

11

13

15

16



Knrouoei cnoea: atyp, MIAITYHKOBA 3aJ103a,
MOp(OYHKIIOHATEHUNA CTaH, epeiganHsl.

YK 612.46

VASCULAR MECHANISMS OF RENAL DYSFUNCTION
IN OBESE PATIENTS

CYJUHHI MEXAHI3MUW HUPKOBOI JIMC®YHKIIII
Y XBOPHUX 3 O)KUPIHHSIM

Kvasnytska O. B., Antoshuk V. V., Shatkivska D. E.
Bukovinian State Medical University, Chernivtsi, Ukraine

Introduction. The urgency of the problem of kidney damage in
obese patients is due to an increase in the frequency of nephropathies
associated with metabolic disorders, a tendency to progressive course
and the need to optimize their early diagnosis. In recent studies, a direct
damaging effect on the structure of renal tissue, renal vascular
endothelial of hypercholesterolemia, atherogenic lipid fractions,
prostaglandins, cytokines produced by adipose tissue - leptin, TNF-a, IL-
1,6,8 was found. Determination of markers of endothelial dysfunction is
currently relevant in many diseases, including Kkidney disease.
Endothelial dysfunction in patients with chronic Kkidney disease is
considered as an imbalance between vasoconstrictors and relaxing
factors, between anti- and procoagulants, growth factors and their
inhibitors. The connection between endothelial dysfunction and kidney
damage seems to be logical, but insufficiently studied.

Purpose: to study urokinase activity of urine (UA), excretion of
nitric oxide (NO), as an endothelial-relaxing factor, and their relationship
with changes in renal excretory function in patients with grade | obesity.

Material and methods. 19 patients with obesity of the 1st degree
(BMI = 30-34.9 m2) at the age from 32 to 56 years old and 20 practically
healthy persons were examined. Visceral obesity was also assessed by
waist circumference: more 102 c¢cm in men, 88 c¢cm in women. The
functional state of the kidneys was assessed using the clearance method
under conditions of 12-hour spontaneous nocturnal and 2-hour induced



diuresis. The UA of urine and the activity of NO were determined by the
concentration of its metabolites in the blood and urine.

Results. In patients with grade | obesity, impaired renal function
during spontaneous diuresis was manifested by a decrease in the level of
glomerular filtration (GF) by 1.33 times (p<0.05) against the background
of a slight decrease in water reabsorption and practically unchanged daily
diuresis. Normal levels of NO metabolites were determined in the blood
with their increased excretion in the urine (p<0.05), and the UA of urine
increased by 37% compared to the control (p<0.001). When carrying out
water load, a decrease in adaptive reactions of the kidneys was revealed:
a decrease in both total and relative urine output by 1.7 times (p<0.05)
against the background of a decrease in GF by almost 3 times (p<0.01).
The concentration of NO in the blood during water load increased 2.43
times compared with the control values (p<0.05), and the excretion of
NO significantly decreased 2.18 times, while the UA of urine also
decreased (p<0.05).

Thus, obese patients | degree have impaired renal function in the
form of a decrease in excretory function, which increases with water
load, which indicates the functional nature of the changes. A significant
role in their development belongs to the vascular component, since under
conditions of water load, the excretion of metabolites of NO and UA in
urine decreases.

Key words: renal function, endothelial-relaxing factor, urokinase
activity, obesity.
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