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In order to determine the dependence of lipid pilaion activity on the severity of thyrotoxicosis well as its effect
on antioxidant defense in the mother-placenta-feyistem, 138 pregnant women with diffuse toxic gjoiwere examined, 65
patients had a mild form of diffuse toxic goited 6 a moderate form and 9 —a severe one. The t¢tartop consisted of 30
women with a physiological course of pregnancy. fdsearch was carried out in the third trimestgrefnancy as well as during
the process of childbirth. The concentration of ithial and final products of free radical oxidati and antioxidant defense
enzymes was determined. The obtained results iedibat one of the leading causes of thyrotoxicissibe lack of antioxidant
protection of the body, the indicators of which @rve as criteria for the severity of the disease they can be used for
monitoring the onset of perinatal complicationgiegnant women with diffuse toxic goiter.

Key words: pregnancy, childbirth, peroxide oxidation of lipjantioxidant activity, diffuse toxic goiter.

The work is a fragment of the research project “Tinprovement of obstetric care monitoring in idithia miscarriage
of pregnancy”, state registration No. 0117U001080.

In recent years, there has been evidence thasdifixic goiter (DTG) causes significant metabolic
and functional changes in the body, in pathogengsishich the significant importance is paid to the
violation of the lipid peroxidation (LPO) and artidant defense system (AODS) [2,10].

However, the mechanisms of activation of lipid pddation in pregnant women with
DTG are not studied out. It is known that the iresed lipid peroxidation in tissues is not the
result of direct action of thyroxine, since thetéathas antioxidant activity in vitro [5,12]. It is
essential that during the inhibition of lipidperdation, thyroxine in vitro turns into the inactive
form of hormone - reversed triiodothyronine [3,9].

Several ways of activating lipid peroxidation in @Ean be identified. First of all, this process can
be related to the increased oxygenation of tisduesto the enhanced use of oxygen, the increafein
generation of hydrogen peroxide in cells as theltes the increased microsomal and mitochondrial
oxidation [4,8], increasing the concentration oé thPO substrate- free fatty acids [1] The indicated
changes lead to the restructuring of the spatgmization of the membrane protein-lipid compleReT
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latter is due to the fact that thyroxin not onljhances the synthesis of free fatty acids and iseethe
formation of monounsaturated fatty acids, but aleatributes to the conversion of monosaturated to
polyunsaturated fatty acids which are less redistaoxidation [1,7].

The stimulation of LPO in tissues may be due todherease in the activity of the antioxidant
defense system (AODS) in hyperthyroidism which es@s a result of the decrease in the concentration
of glutathione and the decrease in the number efi@idp proteins [6] as well as the deficiency afabic
acid in the body [7].

Constant monitoring of the contents of active fowhexygen, free radicals and hydroperoxides,
both enzymatic and non-enzymatic, clearly reguldifid peroxidation reactions. The failure of such
control leads to the increase in the processe®@f &nd the accumulation of products of lipoperatiaan
the body, which is characterized by high reactivitiese products can systemically damage the[@&lls

The high content of lipid peroxidation productsbhiomembranes leads to the weakening of the
barrier function and the increase in its permegbibr organic matter and various ions. The prosuaft
lipoperoxidation cause a damaging effect on preatethiol compounds, deoxyribonucleic acid (DNA),
nucleotide phosphates which ultimately negativéfgci the vitality of a cell [1]. The leading factin
the disorganization of cellular metabolism in tbése are the separation of oxidative phosphorylatio
mitochondria, ion imbalance of a cell and the atton of lysosomal enzymes. The reduction of thiag
of antioxidant enzymes and imbalance in this systam contribute to reducing the tissue resistaace t
LPO which, in turn, becomes a possible cause ofithlation of the functional state of the thyroithgd
[6,11].

The purpose of our study was to determine the dependenceeohttivity of free radical lipid
oxidation on the degree of severity of thyrotoxisda pregnant women and women in labour, based on
the determination of the malondialdehyde conceintma{MDA), diene conjugates (DC), superoxide
dismutase (SOD) enzymes and selenium-dependetlylute peroxidase (GPO) which characterize the
processes of glycolysis and the functional capaifitye antioxidant defense system.

Materials and methods.138 pregnant women and a woman in labour with Dd@iBuse toxic
goiter) were examined. The studies were conducteglomen in the third trimester of pregnancy in the
period of 37-40 weeks and during childbirth, exangrlipid peroxidation and antioxidant defense epst
in the blood of women in labour and umbilical caflnewborns as well as the placental tissue were
received immediately after delivery.

The group of pregnant women and women in labouh diffuse toxic goiter was distributed
according to the severity of the disease, 65 patiehwhich had a mild form of DTG, 64 - moderde,
severe. The control group included 30 women wiptgsiological course of pregnancy.

Clinical anamnestic, laboratory and statistical mds of examination were used in the course of
the investigation.

The intensity of peroxide lipid oxidation (PLO) the body of pregnant women was assessed by
the content of malondialdehyde in blood plasmagctviwas determined by the reaction with tiabarkdturi
acid. This method determined the content of MDAhia blood of the umbilical cord of newborns and the
placenta tissue.

The amount of diene conjugates of unsaturated &&itys was determined in the blood plasma of
a pregnant woman and venous blood of the umbitioed and placenta tissue of newborns.

The status of antioxidant defense system in they lmddporegnant women was assessed by the
activity of selenium-containing glutathione percase and superoxide dismutase in their blood, ptacen
tissue and umbilical cord blood of newborns.

The received data was processed by the methodiatiea statistics. The average value (M), the
error of the arithmetic mean (m) were calculatedorder to assess the probability of the differeéndbe
studied parameters which were compared by Studetets.

Results of the study and their discussiams a result of the conducted research, it wasddbat
the content of malondialdehyde (MDA) in erythrogysnd in blood plasma is significantly increasihg a
all degrees of severity of diffuse toxic goiter (G)(table 1).

It should be emphasized that more obvious changdbd content of MDA are observed in
erythrocytes which causes the development of tipexig state of the tissues of both a mother aretusf
due to the harmful effect of peroxides on the exdiite membrane and the subsequent disintegration.
increase of MDA content in plasma may be due tad¢tsumulation in the tissues of a mother and asfetu
as well as with the disintegration of erythrocyftds The characteristic feature is that the amaitIDA
depends on the severity of the course of the disetiee more severe the course of diffuse toxitegaihe
higher its content in erythrocytes and plasma.dvese forms of diffuse toxic goiter, MDA in plasma
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exceeds the control group indicators in almost Zli@s, in erythrocytes in 2.86 times, respectively
(table 1).

Table 1
The state of the oxidative stress of the lipid pesadation - antioxidant defense system in the blood
of women with the physiological course of pregnancgnd in case of diffuse toxic goiter, M £ m

Contents Activity
) SODy, GPQ,

Examined groups MDA, MDA rhe, DCrpe, units per mg | umol NADF / min 1

pumol /| pmol / ml pmol/10-%" . _

of protein g protein

Control group, n=30 5,842+0,167 0,764+0,013 7,81160 0,613+0,024 4,612+0,157
E mild 7,215+0,202 1,263+0,030 9,709+0,187 0,463+0,009 3,973+0,099
5 5 | form, pk<0,05 pk<0,05 pk<0,05 pk<0,05 px<0,05
>5 | n=65
T 3 moderate 8,571+0,218 1,656+0,041 10,735+0,387 0,234+0,022 2,412+0,150
é X form, pk<0,05 pk<0,05 pk<0,05 px<0,05 pk<0,05
5 5 =64 pi<0,05 ps<0,05 p:<0,05 pi<0,05 p<0,05
o 2 | severe 10,436+0,333 2,191+40,158 11,941+0,342 0,12140,019 1,579+0,134
SE | form, pk<0,05 pk<0,05 pk<0,05 pk<0,05 pk<0,05
g n=9 pi<0,05 pi<0,05 pi<0,05 pi<0,05 pi<0,05

pm<0,05 pm<0,05 pm<0,05 pm<0,05 pm<0,05
Notes: probability of differences of the correspondingigadors relative to the control group of pregnantven;
Pk -
pr - probability of differences of the correspondingi@adors relative to the group of pregnant womernwitmild form

of diffuse toxic goiter;

Pm - the probability of differences of the correspondimdjcators relative to the group of pregnant woméh a moderate

form diffuse toxic goiter.

The indication of the intensification of all linksf lipid peroxidation (LPO) is to enhance the
formation of diene conjugates (DC), one of theiahiproducts of this process. The number of thieiat
naturally increases depending on the degree ofisgwé the course of diffuse toxic goiter (DCc 7811
+0,161; DCVT = 11,941 + 0,342mol / 10°™9, however, as compared with MDA their number iscmu
smaller (in 1.52 times). This is probably due te fact that DC is an initial product which furthemused
to form MDA, one of the final products of LPO.

Interesting were the results of the study of LP@rduthe childbirth which was complicated by
DTG (table 2). In this case, the content of MDAidgrthe childbirth in all forms of thyrotoxicosiseatly
exceeds the control indicators and in some milchgoof DTG MDAt = 1,965 + 0,052; in a moderate
form - MDAwcct= 1,95 £ 0,165; in a severe form - MRAr= 3,426 £ 0,28@mol / ml. In blood plasma,
respectively, in a mild form of diffuse toxic gait®!DApir = 7,308 + 0,154; in a moderate form - MRA
= 8,955 + 0,322; in a severe form - MpA = 13,164 + 0,817amol / I.

Table 2
The state of the system of lipid peroxidation - ambxidant defense system in the blood of pregnant wizen
during childbirth in the physiological course of pregnancy and in case of diffuse toxic goiter, M £ m

Contents Activity
. SODy, GPQ,
Examined groups MDA pi, MDA rbe, DCibe, . units per mg of | umol NADF / min 1
umol /1 umol / ml umol /101 . .
protein g protein
Control group, n=30 6,745+0,118 0,935+0,021 8,11310 0,718+0,024 6,107+0,235
E mild 7,308+0,154 1,195+0,052 9,025+0,229 0,654+0,019 5,562+0,104
55 form, px<0,05 px<0,05 px<0,05 pk<0,05 pk<0,05
>%5 | n=65
é g moderate 8,995+0,332 1,950+0,165 11,659+0,440 0,408+0,040 4,621+0,198
o % form, px<0,05 pk<0,05 pk<0,05 pk<0,05 pk<0,05
5 5 | .n=64 pi<0,05 pi<0,05 pi<0,05 pi<0,05 pi<0,05
o 2 | severeform,| 13,164+0,817 3,426+0,288 15,362+0,638 0,172+0,010 3,551+0,349
SE | n=9 pk<0,05 pk<0,05 pk<0,05 pk<0,05 pk<0,05
8 pi<0,05 pi<0,05 pi<0,05 pi<0,05 pi<0,05
pm<0,05 pm<0,05 pm<0,05 pm<0,05 pm<0,05
Notes: probability of differences of the correspondingigadors relative to the control group of pregnantven;
Pk -
pr - probability of differences of the correspondingi@adors relative to the group of pregnant womernwitmild form
of diffuse toxic goiter;
pm - the probability of differences of the correspondimdjcators relative to the group of pregnant woméh a moderate

form diffuse toxic goiter.

It is likely that such intense formation of LPO guzts in the body of a woman with various forms
of thyrotoxicosis negatively affects the state detus, since in the venous blood of the umbilioaid
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which enters a fetus in all forms of thyrotoxicos3C and MDA are significantly increasing. This
determines the critical situation of vital processethe body of a fetus. Thus, in the mild fornddfuse
toxic goiter in cord venous blood, the content ddMin erythrocytes is 1,102 + 0,054nol / ml and,
accordingly, the content of DC in erythrocytes, 47 + 0,204imol / 13?™¢ in a moderate form the MDA
is 1,441 + 0,063umol / ml, and DC is 8,959 + 0,288nol / 10?™ in the severe form the MDA is 2,197 +
0,014pumol / ml, and DC is 13,419 + 0,888nol / 10" (table 3).

The confirmation of this is the change in the paidwf the LPO in the placenta. Thus, in a mild
form of DTG the MDA in the placenta is 114,070 #4umol / ml, and DC is 918,543 + 31,0@awol /
10'™ in a moderate form the MDA is 140,188 + 3,380l / ml, and DC 1165,32 + 31,9%nol / 10"
while in a severe form the MDA is 231,966 + 18,4850l / ml while DCis 1557,272 + 61,25#nol /
10'2"¢ (table 4).

Thus, the obtained results indicate that LPO isairike leading links in the pathogenesis of DTG
development. At the same time peroxidation syndismeveloping, which promotes destructive changes
in the biological membrane cells of both a mothat a fetus, the violation of the biosynthesis oflaic
acids, protein, changes in the structure and fanaif many enzymes, which is a negative predidton
the subsequent occurrence of the postpartum panddhe period of a newborn’s birth.

Table 3
The state of the system of lipid peroxidation - ambvxidant defense system in the blood of a newborn’s
umbilical cord in mothers with diffuse toxic goiter, M £ m

Contents Activity
. SODy, GPQ,
Examined groups MDA i, MDA b, DCrbe, units per mg of| umol NADFN /
umol /1 pumol / ml umol /101" . ) |
protein min 1 g protein
Control group, n=30 5,691+0,148 0,749+0,013 6,03660 0,602+0,019 2,726+0,079
e mild 6,571+0,150 1,102+0,054 7,447+0,204 0,489+0,021 2,239+0,085
S form, pk<0,05 pk<0,05 pk<0,05 pk<0,05 pk<0,05
2 n=65
% 5 moderate 8,046+0,230 1,441+0,063 8,959+0,285 0,343+0,037 1,853+0,068
25 form, px<0,05 pk<0,05 px<0,05 px<0,05 pk<0,05
5o n=64 pi<0,05 pi<0,05 pi<0,05 pi<0,05 pi<0,05
é g severe form,| 11,614+0,71 2,197+0,14 13,419+0,888 0,101+0,005 0,658+0,069
“s e n=9 pk<0,05 pk<0,05 pk<0,05 pk<0,05 pk<0,05
o pi<0,05 pi<0,05 pi<0,05 pi<0,05 pi<0,05
S pm<0,05 pm<0,05 pm<0,05 pm<0,05 pm<0,05
3]
o}

"2

otes:p  probability of differences of the correspondingigadors relative to the control group of pregnantiven;

probability of differences of the correspondingiaadors relative to the group of pregnant womerwitmild form
of diffuse toxic goiter;

pe - the probability of differences of the correspondindicators relative to the group of pregnant womeéth a
moderate form diffuse toxic goiter.

e
'

Thus, the complex of conducted studies shows Heaintensity of the LPO can serve as a test for
determining the severity of DTG and is used fordlagnosis of thyrotoxicosis, the prognosis of¢barse
of the childbirth, postpartum and the period ofeavhorn’s birth, for the application of adequatetitac
and therapy in this pathology of pregnancy.

The investigation of enzymes of antioxidant defesyggtem at DTG has shown that superoxide
dismutase (SOD) activity in plasma is depleteddooadance with the severity of DTG, and especially
during the childbirth, and in the severe form offs18 0,121 + 0,019 units/ mg of protein, in the raate
form of SOD — 0,234 £ 0,023 units / mg of protéima mild form of SOD — 0,463 + 0,009 units / mg of
protein (table 1).

In the study of the venous cord blood of a fetusigaificant decrease in the plasma enzyme was
detected in accordance with the severity of thbglagical process. In a severe form of DTG SOD190
+ 0,005 units / mg of protein, in a moderate for@Csis 0,343 + 0,037, while in the mild form SOD is
0,489 £ 0,021 (p<0,05). These data suggest thasifiieation of the pathological process in the nesth
placenta-fetus system and the correction of adappirocesses is carried out at the expense of the
antioxidant system of a fetus in the progressivbgiagy of the placental system (table 3).

Similar data were obtained in the study of glutatiei peroxidase (GPO) activity, the content of
which in the blood plasma of pregnant women is el according to the severity of the process, lwhic
is due to the increased hemolysis in erythrocytesnithe patient's condition deteriorates. Thus, tinild
form of DTG GPO in the blood plasma makes up 3803079umol of NADF / min 1 g of protein, in a
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moderate form it is 2,412 + 0,1136nol of NADF / min 1 g of protein, in a severe foiy579 + 0,134
umol of NADF / min 1 g protein (table 1).

Table 4
The state of the system of the lipid peroxidation antioxidant defense system in the placenta during
physiological pregnancy and in case of diffuse toxigoiter, M + m

Contents Activity
. GPQ,
Examined groups MDA, MDA e, DCrbe, umol NADFN / min 1
umol /1 w/ml pumol /10 )
g protein
Control group, n=30 79,328+3,527 681,625+33,828 ,2471#10,123 789,270+31,373

2 mild 114,070+4,544 918,543+31,097 179,755+2,138 704,098+13,448
b form, px<0,05 px<0,05 pk<0,05 pk<0,05
22 | n=65
'% S moderate 140,188+3,639 1165,32+31,95 168,095+2,765 635,853+16,405
< | form, pk<0,05 pk<0,05 pk<0,05 pk<0,05
] n=64 pi<0,05 pi<0,05 pi<0,05 pi<0,05
S § severe 231,966+18,495 1557,272+61,251 104,449+1,640 372,408+19,066
95’_’ E form, px<0,05 pk<0,05 pk<0,05 px<0,05
2 © n=9 pi<0,05 pi<0,05 pi<0,05 pi<0,05

pm<0,05 pm<0,05 pm<0,05 pm<0,05

Notes:
Pk - probability of differences of the correspondingi@adors relative to the control group of pregnantwen;
pi - probability of differences of the correspondingigadors relative to the group of pregnant womerwitmild form
of diffuse toxic goiter;

Pm - the probability of differences of the correspondimgjcators relative to the group of pregnant worwéth a moderate

form diffuse toxic goiter.

Changes in the enzymes of the selenium-dependatatiglone anti-oxidant system in the venous
blood of the umbilical cord have a characterisgpehdence that is suppressed by the severity @i
course: in a severe form of DTG the LPO in the wsniolood of the umbilical cord is 0,658 + 0,069ain
moderate form it is 1,853 £+ 0,068, and in a mildvic 2,239 + 0,085 microns per mole of NADF / min 1
g of protein (table 3).

Changes in superoxide dismutase and glutathiorexigese are also noted in the placental tissue.
Thus, SOD in the placenta in a severe form of D3 604,449 + 1,64 units / mg protein; in a modetate
is 168,095 + 2,765, in a mild form it makes up YB3, + 2,138 units/ mg of protein (table 4).

The LPO in the placenta in a severe form is 372;408,066; in a moderate form it is 635,853 £
16,405; in a mild form - 704,098 + 13,448 micron DA/ min 1 g protein (table 4).

Thus, the presented results of researches indicatéhe state of patients with DTG corresponds
to the peculiarities of the increasing changesed fadical processes and the depletion of thexadéint
defense system. [11]

It should be emphasized that free radical processatinue to grow rapidly in accordance with the
severity of the course of the pathological proc@$ere is the suppression of the intensificatiommut-
peroxide enzymes, which is probably due to theloadrof their substrates (peroxides, hydroperoxides
cycloperexides).[7, 11]

The object of the action of oxygen-active compouimdshe conditions of reducing the buffer
capacity of the antioxidant system of defence eflibdy of a pregnant woman are proteins, nucledsac
substrates of lipid nature, the intensive oxidatbrvhich leads to their modification, and as auhesto
the violation of the biological activity of the dfwesis and transport of enzymes, hormones, vitagmins
changes in receptor functions of membrane permigabénergy deficiency, the violation of tissue
respiration. Such violences lead to radical chaing#®e biological function of the tissues of thatlly as a
whole. [4]

The activation of the LPO during the physiologipegdgnancy is thought to be due to the increase
in the need for oxygen, which does not lead toversible damage, because it is ensured by thedger@
the antioxidant defense system (AODS) which pdytiakutralizes the links of LPO, preventing the
formation of MDA, the final metabolite of free radi lipid oxidation. The physiological pregnancy is
accompanied by stable persistent oxidative stigsigh can be explained by the parallel increasthén
activity of tissue antioxidant enzymes that haveadaptive nature and are the main factor in stabgi
oxidative stress in such pregnant women. [7]

In the course of the physiological course of preggathe increase of AODS intensification is
determined, however, it does not exceed 5-10 %eofavel in non-pregnant women, which is the resilt
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the compensation of the overall increase in metsitmahnd the physiological response to the interetifin
of LPO. As the progression of pregnancy has beeserobd, we have noted further increase of all
investigated AODS indicators. [11]

The indicated changes, in turn, cause the violaifdhe system of homeostasis, vascular reactivity,
microcirculation, cardiac activity. Further on, seechanges, combined with the tissue and cell higpox
lead to profound changes in the organs and systéiiie support for both a mother and a fetus.

The obtained metabolic disorders are characterizgdthe accumulation in the body of
undocociated products such as ketones, aldehydes;:sslids, free radicals, peroxide leads to the
development of metabolic acidosis, which contributethe decrease in the buffer capacity of AODS in
pregnant women, which can lead to the developnfesev@ere encephalopathies in diffuse toxic goitdrs.

The development of metabolic disoders in sevemmgoof thyrotoxicosis is characterized by the
pathological activation of LPO in the context o hecrease in the antioxidant activity, which digantly
affects the degree of degradation of protein madéscuand the free radicals thus occur, violate the
permeability of the biomembrane cells, reduce thalgesis of endogenous phospholipids, increase the
viscosity of the lipid bilayerof cells.[12]

Paying attention to the biological significancelt dynamic equilibrium of these processes in the
life of the cells, one can not ignore this mechamig; examining the causes of the development stfatic
and perinatal pathology, which are so typical frropathies.

Thus, based on the data obtained, we can staterbadf the leading causes of thyrotoxicosis is
the lack of antioxidant defense of the body, wiptdys a leading role in its adaptation during peeuy,
childbirth and in the postpartum period.

The indicator of LPO and oxidative stress may litewa for the severity of thyrotoxicosis, as well
as a marker for predicting the course of pregnahoth for a mother and a fetus in women with défus
toxic goiter. The study of AODS and its resistamgeoxic LPO products allow the development of
adequate programs for the treatment of hyperthigmidnd the prevention of fetoplacental compligzsio
in pregnant women with diffuse toxic goiter.
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MIHU IIOKA3HUKIB MEPOKCH AL JIIIIIIB U3MEHEHMS TOKA3ATEJIEN NEPOKCHIALIMA

TA AHTI/IOKCI/II[AHTHOi AKTHUBHOCTI JUIINI0B U AHTI/IOKCI/II[AHTHOFI
Y BATITHHUX TA POALJIB I3 JUD®Y3HUM AKTUBHOCTMU Y BEPEMEHHBIX U POXEHMUII
TOKCHUYHUM 300M C JU®PY3HbIM TOKCUYECKUM 3050M
ITaenok O.C., IIacnok A.B., Ilanbkis L.B., Koctis M.O. IMTaenok A.C., I1aenox A.B., [IanbkuB U.B., KoctuB MLA.
3 METOH BCTAHOBJIEHHS 3aJIEKHOCTI aKTHBHOCTI C uenbl0 YCTaHOBJICHHUS 3aBHCUMOCTU aKTUBHOCTH

MePOKCHAALIT JTIMi/IiB Bifl CTYMEHs BaXKKOCTI THpeoToKkcuko3y, I[1OJI oT cTeneHH TSHKECTH TUPEOTOKCHKO3a, a TAKXKE BIHSHHS
a TaKOX BIUIMBY IOro Ha IOPYLIEHHS AHTHOKCHAAHTHOIO €ro Ha HapyleHHe aHTHOKCHAAHTHOW 3alllUThl B CHCTEME
3aXHCTy B CHCTEMi MAaTH-TUIANEHTA-TUTIA TPOBEACHO MaTh-IDIALICHTA-IUIOA  OpoBedeHo  obcmexoBanme 138

90
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obcrerxenHst 138 BariTHUX KIHOK i3 qU(Y3HUM TOKCHYHHM
3000M, i3 skux 65 mMalieHTOK MaJiu JIErKHd CTYIiHb
1u(y3HOr0 TOKCHYHOTO 300y, 64 —cepentiil, 9 — BaKKHIA.
Kontponbny rpyny ckinamu 30 xiHOK i3 (izionoridyHum
mepebiroM  BariTHOCTI. OOCTEXEHHS TMPOBOIIIINCA B
TPETHOMY TPUMECTPi BariTHOCTI, a TAKOX Ta IIiJ] Yac MOJIOTiB.
BusHauajaM KOHIEHTpPALil0 [OYAaTKOBUX Ta  KIHLEBUX
MIPOJYKTIB BITBHOPAAUKAIBHOTO OKHCIEHHS Ta (epMEHTIB
AQHTHOKCHIAHTHOI CHCTeMH 3axucTy. OTpHMaHi pe3ysbTaTé
BKa3ylOTh, IO OJHIE€I0 3 MPOBIJHUX HPUYUH PO3BUTKY
THPEOTOKCHUKO3Y €  HEIOCTaTHICTh  aHTHOKCHIAHTHOIO
3aXHCTy OpraHi3My, NOKAa3HHKH SKOTO MOXYTb CIyr'yBaTH
KpUTEpIsIMA ~ BaXXKOCTI  mepediry  3axBOPIOBaHHSA  Ta
3aCTOCOBYBATHCS ULt MOHITOPHHTY BUHUKHEHHS
[epUHATANBHUX YCKIAIHCHb NPU AU(Y3HOMY TOKCHYHOMY
3001 y BariTHHX.

KnrodoBi cioBa: BariTHICTh, IOJOTH, IEPEKUCHE
OKHUCIICHHS JIIMIiB, aHTHOKCHIAHTHA aKTUBHICTh, MU(y3HMIA
TOKCHYHHUH 300.

Crarrs Hapgiinia 26.10.18p.

OGepeMEHHBIX )KEHIIHUH ¢ AU Py3HBIM TOKCHYECKUM 3000M, U3
KOTOPBIX 65 MalMeHTOK UMEIIH JIETKYIO CTEIICHb TU(P(Y3HOTO
TOKCcHueckoro 300a, 64 - cpemHioo, 9 - TsKelyo.
KoutponpHyto rpymmy  coctaBwid 30 OKGHIIMH €
(uznonornueckuM TeueHneMm oepemeHHocTH. ObcenoBaHus
HPOBOAMINCH B TPETHEM TPUMECTPE OEPEMEHHOCTH, a TaKkKe
U BO BpeMs pojioB. Onpe/ensuid KOHLIECHTPALUI0 HadalbHbIX
U KOHEYHBIX HPOAYKTOB CBOOOIHOPAINKAIBHOTO OKHUCICHHS
U (epMEeHTOB  aHTHOKCHUIAHTHON  CHCTEMbI  3all[UTHI.
IMosryueHHbIE pe3yJbTaThl yKa3blBAIOT, YTO OJHOM U3
BEIYIIMX IPHYUH Pa3BUTUS THUPEOTOKCHKO3A SBISAETCS
HEJOCTATOYHOCTh AHTUOKCHIAHTHOM 3alllUThl OpraHu3Ma,
MOKa3aTeNd KOTOPOH MOTYT CIYXKHUTh KPHUTEPHUSMHU TSDKECTH
TeyeHHs: 3a00JIeBaHMS M TPUMEHATHCS JUIi MOHUTOPHHIA
BO3HMKHOBEHMS  IICPHHATAJBHBIX  OCJIOXKHCHHH  IIpH
1 (hy3HOM TOKCHIECKOM 300€ Y OepeMEeHHBIX.

KnroueBble ciioBa: GepeMEHHOCTb, POAbI, IIEPEKHUCHOE
OKHCJICHHE  JIMIHIOB, AHTHOKCHIAHTHas  AaKTHBHOCTb,
i dy3HBII TOKCHYESCKHIA 300.

Peuensent Jlixauos B.K.
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PE3YJIBTATA AYIUTY TOTPUMAHHSA YHI®IKOBAHOI'O KJIITHIYHOI'O ITPOTOKOJIY
HAJAHHSA MEJUYHOI JOITIOMOI'X ITAII€EHTAM 3 INEMIYHUM IHCYJIBTOM
Y IOCTPOMY HEPIOAI

e-mail: zamlkzt@gmail.com

Mertoro po6otu Oylto MpOBECTH ayguT BiAMOBITHOCTI HAJAHHS CHELiaNTi30BaHOI MEIUYHOI JOTIOMOTH B CTAaIliOHAPHUX
YMOBax TMalieHTaM 3 i[MIeMiYHUM iHCYJABTOM y TOCTPOMY HEpioAi MOJIOKEHHSIM Taly3eBOr0 KIIHIYHOTO MPOTOKOMY Ha MPUKIAl
3aKIagiB  OXOpoHH 3m0poB’s JKmTomupcbkoi obmacti. JOCHiIPKeHHS NPOBOAWIOCS MUIIXOM CyLUIbHOI BHUOIpKM Ta
PETPOCIIEKTHBHOIO aHAN3y MEIMYHHX KapT CTAl[ilOHApPHUX XBOPUX 3 AiarHo3oM «[HIeMiYHHH IHCYJBT», SIKi OTPUMYBAJIH
CIel[ialli30BaHy MEIMYHY JOIOMOry y 263akiajax 0XopoHH 310poB’ s JKuromupcerkoi oomacTti y nepiomy miBpivgi 2018poky. 3a
cremnianbHO po3podieHoro «Kaproro aynuTy», sika Bkiarodana 21 inmukarop 3a 4 posaingamu, Oyio 3aiiicHeHo anamniz 508 pumnaakis
JiKyBaHHs. YHI(QIKOBaHHI KIIHIYHKI POTOKOJ HAJAHHS MEIUYHOI JOMOMOTH IMPH iMIEMiYHOMY iHCYJIBTI (IPOTOKOI) B YaCTHHI
[IarHOCTUKH Ta 0OCTeXeHHs 3a 5 kputepismu OyB MOBHICTIO porpuManuii y 25,0+1,9%BunankiB, B YacTHHI MpU3HAYCHHS
JiKapchKUX 3aco0iB 3a 11 iHmukaTropaMu - mpu JikyBasHi jume 7,9+1,2%marnientiB. Panns mo0inizanis B rocTpoMy mepiofi
IIeMI9HOTO 1HCYABTY mpoBoamnacs B 59,8+2,2%sunankis, iHAWBIAyalsHUN TUTaH peabinitanii HasBHUN B 54,7+2,2%Bumnaakis
JKyBaHHS. 3aXOAW 3 NMPOQIUIAKTHKY MOBTOPHOTO IHCYNBTY BiANOBiNamu mpoTokory y 59,8+2,2%punankis. 3a pesynsraramu
ouinky 21 inpukaropa y 2018 pori moBHe JOTpUMaHHS IPOTOKOTY BCTAHOBJICHO IpH JiKyBaHHi juie 15 namientis (3,0+0,8%
BHUIA/KIB), X04a 32 OKPEMHMH KPHTEPiSIMH B YacTHHI OOCTEXCHHs i JIiKyBaHHs nopiBHsAHO 3 gaHumu 2014 poky BimmideHa
JIOCTOBIPHO NO3UTUBHA JMHAMiKa. BcTaHOBIEHO HU3BKUI PiBEHb CTAaHIAPTH3ALIT MEMYHOI IONOMOTH IIPH iIIEMIYHOMY iHCYJIBTI,
[I0 3yMOBJCHO HEIOCTaTHBOIO Bepu(iKalli€lo iarHo3y, NPH3HAYCHHSM JIKApPCHKUX 3aC00iB 3 HEJOBEICHOK e(EeKTHBHICTIO,
BIZICYTHICTIO CyYacHHX ITiIXOAIB 10 peabiniTawil nauieHTiB Ta npoiIlakTHKH MOBTOPHUX 1HCYJBTIB.

Kuro4oBi ciioBa: ayjur, ileMidHuil iHCYJIBT, IPOTOKO, IHIMKATOP, MEANYHA JOTIOMOTa.

Hane oocnioocenns € ppaemenmom H/P «Ocobnusocmi nepebicy ma HACIIOKU IHCYIbINY Y X60PUX PI3HUX GIKOGUX YN
3 YPAXYBAHHAM 2eHeMUYHUX MA IHPEKYIUHUX YUHHUKIE I KOMOPOIOHOT namonoaii (Homep depacasnoi peecmpayii 0118U003695).

[IpoGiema nepeOpoBacKyIIPHUX 3aXBOPIOBaHb € OJHIEIO 13 HAMOIIBII aKTyalbHUX y Cy4acHid
MEIUITMHI, 30KpeMa JIJIsi CHCTEMU OXOPOHM 37I0pOB’s1 YKpaiHH, ¢ OCHOBHOIO NMPHUYHHOIO CMEPTHOCTI €
XBOpoOM cucteMu KpoBooOiry. Cepen HUX ocoOmuBO HeOesmeunuM € imemivnuii incynast (II) [3,5].
3axBoproBanicTh Ha Il cranoBuTh 270—280BunankiB Ha 100 THCAY HAcENeHHS 1 TEPEBUIIYE CEpeaHiN
MOKa3HUK v Kpainax €Bpocoro3y (200ua 100 Trcsau HaceneHHs). B YkpaiHi IOpoKy peecTpyoTh Maiixke
100 tuc. BumankiB nepeuHHOro II, Bim Hhoro momuparots 10—12%mnamientis, 6au3bko 60% craroTh
inBanmimamu [1,2,6]. 3a maHuMU [HCTUTYTY 1O BHMIpPIOBaHHIO NMOKa3HHKIB 3J0pOB'S Ta OLIHII CTaHy
s3mopoB's (IHME), B VYkpaini iHCYJAbTH € apyrow (michs imeMidHoi XBOpPOOW cepIis) MPUIHHOKO
MepeadacHol CMEPTHOCTI ¥ 1HBAMIAHOCTI. Y 3aralbHii CTPYKTYpi TIIOOATBEHOTO TATAps XBOPOO y Harmiit
nepkasi y 2017poti uacTka iHCY/IbTIB cTaHOBMIIA ToHAA 8% [8].
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