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IHATOI'EHETUYECKOE OBOCHOBAHUE
CHACTEMHOM MPOPUIAKTHKHA U TEPAITAA
HHO®EKIIMOHHO-BOCHAJIATEJIBHBIX TOPAXKEHWAM
IJIOJA )KEHIIUH, CTPAJAIOIIUX MATEPUHCKO-

IJIOJOBOM MHOEKIUEN
MacuemBuan H.M., Biopuuenko FO.I1., Kapnenko B.I'.,
Jlazypenko B.B.
IIpoBenenst: PeTPOCIEKTUBHBIN aHam3 MIPUYMH

TIeprHATAIFHON 3a001€BaeMOCTH M CMEPTHOCTH y 14276xKeHInH;
MHQEKIMOHHBIT MOHUTOPUHT 1043 GepeMeHHBIX ¢ MHPECKIHOHHO-
BOCIHAIUTENBHBIM TIOpakeHueM riopa (MBIIIT); obcnenosano 50
OepeMeHHBIX c AHTCHATAJIBHOI rubenbo wIo/1a;
IaTOMOP(OIOrHYecKOe U MIMMYHOTHCTOXUMHYECKOE HCCIIEIOBAHIE
55 mnanent ot Gepemennbix ¢ MBIIIL; orenka ahdexTuBHOCTH
KOMIUIEKCHOTO JiedeHnst u npodmwraktuku VIBIIIT y 423
OepeMEeHHBIX, CTPaJalolINX MaTepPUHCKO-TIONOBOW MH(pEKIme, ¢
UCHOJIb30BAHUEM HMMYHOKOPDEKTOPOB ¥ O30HOTepanuu. Ha
OCHOBaHMH pE3yJbTaTOB HCCIEAOBAHUS JIOKA3aHO, YTO IATOreHe3
MBIIII BktoyaeT KOMIUIEKCHOE HapyLIEHUE [IMTOKMHOBOTO CTaTyca,
SHIOTENHATIbHY IO AUC(YHKLIIIO, OKCHIATHBHBII CTpECC B OpraHu3Me
OepeMeHHOM, YTO 00YCIIOBICHO THIIOM MH(UIHPOBAHHUS, BbI3HIBACT
OCJIO’KHEHHsI OEPEMEHHOCTH M POJIOB, IOBBIIIACT MEPUHATATIBHYIO
3a0071€Ba€MOCTb U CMepTHOCTh. KoMruiekcHoe JedeHue H
npodunaktuka WBIIII Ha3HaueHHEM HMMYHOKOPEKTOPOB U
O30HOTEpANMKM  NPUBOAUT K  HOPMAIM3ALMH  HMMYHHOTO,
SH/IOTENIMANIBHOTO ~ T'OMEOCTa3a,  CIOCOOCTBYET — YMEHBIICHHIO
KOJIM4eCcTBa MH()EKIMOHHBIX OCJIOKHEHHH Y HOBOPOXKAEHHOTO, HE
nMeeT TOO0uYHBIX dddexToB. B  pesymprare  moBBIIIaETCS
3¢ deKTHBHOCTh JieueHHs OCpPEeMEHHBIX C MaTEePHHCKO-IUIONOBOM
uHOEKUUEH, CHIKACTCS KOJIMYECTBO aKyLICPCKUX OCIOKHEHHH U
YITyH4LIAIOTCS TIePHHATATIbHBIC TOKA3aTEIIH.
KiroueBble  ciloBa:  nepuHaTaybHAs

HHQEKLIHOHHBI ~ MOHHUTOPUHI  OEpPEMEHHBIX,
BOCIIJIUTEIIbHBIC TTOPAXKEHHUS IUIOJIA.

Crarrs Hagitnuia 15.07.1ip.

3a0011€BaEMOCTb,
nH(}EeKIMOoHHO-

DOI 10.26724/2079-8334-2019-2-68-100-104
UDC 616.127-005.8-037:575:611.018.74

PATHOGENETIC SUBSTANCE

OF SYSTEMIC PREVENTION AND THERAPY
OF INFECTIOUS-INFLAMMATORY LESIONS
OF THE FETUS OF WOMEN SUFFERING
MATERNAL AND FETAL INFECTION
Pasiyeshvili N.M., Vdovychenko Yu.P., Karpenko V.G.
Lazurenko V.V.

A retrospective analysis of the causes of peril
morbidity and mortality in 14276 women is performasl
well as infectious monitoring of 1043 pregnant woneéth
infectious-inflammatory lesions of the fetus (lILF30
pregnant women with antenatal fetal death are enexahi
pathological and immunohistochemical study of 55
placentas from pregnant women with IILF; evaluatibthe
effectiveness of complex treatment and preventfollL&
in 423 pregnant women suffering maternal and fetal
infection using immunocorrectors and ozone therapy.

Based on the results of the study, it is provet tha
the pathogenesis of IILF includes a complex cytekin
dysfunction, endothelial dysfunction, oxidativeess in the
organism of a pregnant woman (which is due toype bf
infection), causes complications of pregnancy atmbuir,
increases perinatal morbidity and mortality. Corhpresive
treatment and prevention of IILF by prescription of
immunocorrectors and ozone therapy lead to noratadiz
of immune and endothelial homeostasis, promote the
decrease of infectious complications in newborasemno
side effects. As a result, we observe increaseeatrhent
effectiveness of pregnant women suffering mateamal
fetal infection, decrease in the number of obstetri
complications and improvement in perinatal indicgato

Key words: perinatal morbidity, infectious
monitoring of pregnant women, infectious-inflamngto
lesions of the fetus.
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The purpose of the work was to study the assodatietween Lys198Asn gene polymorphism (EDN-1) cimitcal-
anamnestic data in patients with ST segment elavatiyocardial infarction (STEMI). The total of 9atents with STEMI, 70
(77%) — men and 21 (13%) - women, of the middle afg80,3+9,4 were enrolled into the study. Traditibcardiovascular risk
factors,anxiety and depressive disorders were determinelgntemase chain reaction was used to determine 184419 allelic
polymorphism of EDN-1 gene. The possibility of STEMcurence was by 3.19 times higher in male wigsAsn+AsnAsn
genotype of EDN-1 geng?=4.01, P=0.043); in those with arterial hypertension — by 3.72 tinhégher {>=4.31,P=0.038),
smoking — by 2.06x%?=4.66,P=0.031), and it was associated with more expressezhary injury. Anxiety and depression were
manifested in higher degree in patients with STEMd LysAsn+AsnAsn polymorphism of EDN-1 gene. Basedhe results
obtained, the authors come to the conclusion theftn+AsnAsn polymorphism of EDN-1 gene is assedatith higher degree

of cardiovascular risk factors in patients with $ME

Key words: Lys198Asn gene polymorphism, EDN-1, STEMI, cardissular risk factors.

The study is a fragment of the research project 8Ty the biochemical, genetic mechanisms of fepien damage
of the myocardium and to assess the cardioproeatiffect of antiplatelet therapy in acute myocadrdidarction”, state

registration No. 0117U003028.

Endothelial dysfunction is a key chain of pathogéseof coronary artery disease in all its
manifestations, an important role in its impleméntabelongs to the system of endothelins, thengiest
of which is endothelin-1 (ET-1). Endothelin-1 igr@ed in endothelial cells, smooth muscle of vessels
astrocytes, neurons and other cells, causes systerdicoronary vasoconstriction, it is characteriag
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proliferative activity, enhancement of sympathatitivity, formation of renin, angiotensin-Il, aldesone.

For ET-1 also characterized proatherogenic progeerits activity promotes the expression of adhmesio
molecules, platelet aggregation. Acute myocardirction (AMI) and its experimental models are
accompanied by significant activation of cardiac-EExpression and by its level increase in the
bloodstream. Positive correlation between ET-1taedchecrotic damage depth complicated by the course
of AMI was established. Blockade of ET-1 recepiar&MI contributed to the positive effect on suraly
morphology and myocardial function [1, 9].

Among the single-nucleotide polymorphisms of the Egene, the largest prevalence in clinical
and genetic studies was acquired by its Lys198Adynmorphism studies. Endothelin-1 gene (EDN-1) is
located on the 6p24-p23 chromosome and consistexdns. Replacing of G/T at position 594 of a kEing
nucleotide sequence, leading to the replacemetysiaie (Lys) amino acid with asparagine (Asn) at
position 198, changes the protein structure andetimymes activity. It was found that Asn allele and
AsnAsn genotype were associated with higher leeBEET-1 in blood compared with the Lys allele and
LysLys genotype carriers [8]. The results of claliand population studies provided evidence tratsn
Asin genome and Asn allele compared to Lys revealbiijher incidence of arterial hypertension (AH),
more severe AH manifestations and hypertensivet g2}, a high risk of developing coronary artery
disease (CAD), especially in AH patients [13], aarease in the incidence of Ml among women without
angiographic signs of coronary atherosclerosisffation of ischemic genesis CHF [7], an increlase
risk of ischemic atherothrombotic stroke [3]. Howev association of the Lys198Asn structural
polymorphism of the EDN-1 gene with the developmemd features of the acute myocardial infarction
course with the ST segment elevation (STEMI) hadeen studied sufficiently.

The purposeof the work was to study the associations of L@gl$h polymorphism of the EDN-

1 gene with the clinical and anamnestic indiceSDEMI patients.

Materials and methods. The “case-only design” study involved 91 patiewith STEMI, 70
(77%) men and 21 (13%) women, of a middle age (&®3}). The STEMI diagnosis was established in
accordance with the recommendations of the Euroffearety of Cardiologists (2017) and the MOH of
Ukraine Order No. 455 dated 02.07.2014. The studg warried out in accordance with the Helsinki
Declaration provisions, the protocol of the studdsvagreed with the Ethics and Deontology Commission
of the GI “L.T.Malaya TNI NAMSU”. Protocol No. 8 ded August 29, 2016.

Distribution of revascularization tactics: the toté 56 (61.5%) patients were subjected to the
primary percutaneous coronary intervention (PCingidare-metal coronary stent; 20 (22.0%) patients
to the primary thrombolysis followed by PCI for Bdurs; 4 (4.4%) - only to thrombolysis; 11 (12.1%)
patients refused intervention for personal reas@dfuvant therapy was carried out in accordancé wit
current recommendations. Hypercholesterolemia (H@Es determined in accordance with the
recommendations of the European Society of Cargisie for dyslipidemia treatment, 2016. Arterial
hypertension was diagnosed according to the recaomations of the European Society of Cardiologists
for the diagnosis and treatment of arterial hypesitan, 2013. Obesity was measured by the body mass
index (BMI): over 30 kg / m2. The level of anxidigfore the STEMI development was assessed using the
Taylor questionnaire. Depression and anxiety wdse assessed using HADS (heart anxiety and
depression scale) and DASS-21 (depression, anxg&tgss) questionnaires. Studies of the allelic
Lys198Asn (rs5370) polymorphism of the EDN-1 gerseencarried out by polymerase chain reaction with
an electrophoretic result detection scheme. Theystuas carried out at the Immuno-Biochemical and
Molecular Genetic Studies Laboratory of the Gl “LMalaya TNI NAMSU”. The statistical processing
of the data obtained was performed using the 8tati8.0 software package (Stat Soft Inc, USA), the
distribution normality analysis is presented aselian (Me), with upper (UQ) and lower (LQ) quartile
sampling. Standard deviation for normal distribatis presented as a mode (Mo) and an interquartile
interval (IQI) for abnormal distribution. To asséstergroup differences, the ANOVA method was used
to determine U - Mann Whitney and Wald-Wolfowititeria, X2 For all types of analysis, differences
were considered statistically significant at P 0.0

Results of the study and their discussiomistribution of alleles and genotypes by the LysAS8
polymorphic marker of the EDN-1 gene in STEMI pats&ecomplied with the Hardy-Weinberg equilibrium
and showed the following frequency of alleles: L$4.6% and Asn - 48.4%; LysLys, LysAsn and AsnAsn
genotypes - 45%, 41% and 14% (41, 37 and 13 patiespectively), P = 0.6§2 = 0.86. Due to the low
frequency of the AsnAsn genotype carrying statufyrener analysis of clinical anamnestic data was
performed in two groups: in STEMI patients with thygsLys genotype (n = 41) and in the carriers of
LysAsn + AsnAsn genotypes (n = 50). Control grotipealthy people complied with the Hardy-Weinberg

101



| SSN 2079-8334. Ceim meouyunu ma oionozii. 2019. Ne 2 (63)

equilibrium and showed the following frequency ehgtypes: LysLys, LysAsn and AsnAsn genotypes -

60%, 35% and 5% (12, 7 and 1 patients respectively)

Table 1
Clinical and anamnestic data of STEMI patients ancpolymorphism of EDN-1
(rs5370) gene
LysLys LysAsn+AsnAsn M-U,
Index nedl n=50 Y2, p OR, p

Age 61.5448.39 57.30+8.97 P=0.049
Men 27 (65.9%) 43 (86.0 %)

X?=4.01 p =0.043 | 3.19[1.12-8.33]
Women 14 (34.1%) 7 (14.0 %)
AH 29 (70.7%) 45 (90.0 %) ¥x2=4.31 p =0.038 | 3.72[1.16-10.58]
Diabetes mellitus type 2 17 (41.5 %) 8(16.0%) | Xx°=6.11p=0.014 | 0.27[0.11-0.73]

Smoking

12 (29.3 %)

23 (46.0 %)

X2=4.66 p =0.031

2.06 [0.85-4.77]

Hereditary tainted with CAD

26 (41.5 %)

33 (66.0 %)

X?=2.34 p =0.126

HCE

19 (46.3 %)

31 (62.0 %)

X?=2.23 p=0.135

BMI >30 kg/n?

15 (34.1 %)

19 (38.0 %)

X2=0.02 p =0.890

Stable angina before Ml

18 (43.9 %)

17 (34.0 %)

X2=0.93 p =0.334

Unstable angina before Ml

13 (31.7 %)

23 (46.0 %)

X?=1.92 p =0.165

MI in past medical history

11 (26.8 %)

5 (10.0 %)

X2=3.32 p =0.069

Infarcti

on localization

Anterior 20 (48.9 %) 23 (46.0 %)

- ¥?=0.07 p =0.792
Posterior 21 (51.2 %) 27 (54.0 %)

Damaged vessels number (by the SCA data)
Single 22 (53.7 %) 16 (32.0 %)
x?=4.35 =0.037

Two and more 19 (46.3 %) 34 (68.0 %)
HF by Killip 1-2 35 (85.4 %) 45 (90.0 %) x?=0.12 =0.725
HF by Killip 3-4 6 (14.6 %) 5 (10.0 %)

Analysis of the odds ratio (OR) values for the STEMvelopment probability depending on the
Lys198Asn polymorphism of the EDN-1 gene showedumlver of differences among the factors of
cardiovascular risk (Table 1). The presence ofAbe-allele in the EDN-1 gene was associated with an
increased probability of Ml in men compared to wonigy 3.19 times)? = 4.01, P = 0.043). Arterial
hypertension contributes to the MI onset by 3.#&8 more frequently than with the presence of LysAs
+ AsnAsn genotypes compared to the carriers of yistys genotype of the EDN-1 geneg?E 4.31; P =
0.038); smoking — by 2.06 timeg’ 4.66; P = 0.031). Associations with other tramtitil risk factors for
which endothelial dysfunction is inherent (heregitainted family history, hypercholesterolemiagstby)
are not found. The history of coronary heart disgagor to the STEMI onset (stable, unstable angiriar
MI), features of the MI course (localization, comption with acute heart failure) in STEMI diseased
carriers of LysLys genotype, according to the Pathdtwo or more coronary vessels were signifigantl
more likely to be detected in carriers with the Adlele compared to the homozygote by the Lysealjé
=4.35; P =0.037).

Along with the classic cardiovascular risk factosgd to characterize STEMI, the study analyzed
association between the EDN-1 gene polymorphisriantr of Lys198Asn and the presence of anxiety-
depressive disorders (ADD). The basis for our weeke numerous studies of the ADD correlation with
coronary heart disease in all its manifestatioasnely, according to the results of the multicestedy
INTERHEART, conducted in 52 world countries, anyiand depression ranked the 3rd among the Ml
risk factors.

Using Taylor, HADS, DASS-21 questionnaires (tab)e iR was possible to detect in STEMI
patients carrying heterozygotes and homozygotels w#n minor alleles more expressed anxiety and
depressive disorders (ADD) compared to the caroéts/sLys homozygotes in the main allele: anxiety
increase by Taylor scale (P=0.043), depression APE (P=0.003), anxiety by DASS-21 (P=0.038),
depression by DASS-21 (P = 0.036).

The data obtained in molecular genetic studies sldoavhigher concentration of peptide in the
blood of the EDN-1 gene AsnAsn genotype carrieraared to those with LysLys. Thus, the carriers of
the Lys198Asn polymorphic locus AsnAsn genotypéhefEDN-1 gene revealed an elevated level of ET-
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1 expression compared to the LysLys genotype carfi@; in men of the control group with complicdte
and uncomplicated AH, carrying of the Asn-alleléedimined a higher ET-1 level compared to the LysLys
genotype [12]. The proofs of the Asn allele casti@p correlation with arterial hypertension, CACHE
are produced.

Table 2
Data of anxiety and depressive disorders in STEMI atients depending on the Lys198Asn polymorphism
of EDN-1 gene (rs5370)

e el
Anxiety (Taylor, mean score) 13.50 [7.0-19.0] 18.5 [8.527.0] 0,043
Anxiety (HADS, mean score) 6.0 [3.5-8.0] 5.0 [4.0-7.0] 0.4%6
Depression (HADS, mean score) 4.0 [2.0-5.5] 8,0 [3.0-10.5] 0,003
Anxiety (DASS-21, mean score) 5.0 [3.0-6.5] 7.5 [5.0-12.0] 0,038
Depression (DASS-21, mean score) 7.0 [3.0-9.0] 105 [6.0-15.0] 0.036
Stress (DASS-21, mean score) 7.0 [5.0-12.0] 7.0 [4.0-11.0] 0.235

The results of the ECTIM study indicate the invohent of the EDN-1 gene Asn allele in the
formation of hypertension in overweight individudls patients with hypertension, the carriershid of
genotype (AsnAsn) is associated with a high riskasbnary artery disease (CAD), particularly whinete-
vessel involvement of coronary arteries [13]. Imvem with CAD without angiographic signs of coronary
stenosis by the degree of pulmonary endotheliaueigsion, the T allele and the GT genotype occurred
reliably more frequently; the frequency of MI wislevere degree of endothelial dysfunction was 67.7%
and with moderate dysfunction - 29.6%, respectifly<0.001) [2]. However, Palacin M. et al. did not
find associations between the EDN-1 gene polymarphand the MI development in young men [11].
Thus, polymorphism of the EDN-1 gene Lys198Asn (GH9 its Asn allele and AsnAsn, LysAsn
genotypes in patients with hypertension, diabeted,smokers can be considered a factor contribting
the MI development. Significantly increased ADD aity in patients-carriers of AsnAsn and LysAsn Ml
is of particular interest compared to the EDN-1aggeysLys genotype found using different scales:ldiay
HADS, and DASS-21. The correlation between marlkdrendothelial dysfunction and the anxiety,
depression, psycho-emotional load level growth feasd in patients with an increased risk of CAD [6,
14], in CAD with AH [4, 6]. The following interpration of the obtained results is possible: strassiety-
depression activates the hypothalamic-pituitaryendl axis, sympatho-adrenal, renin-angiotensin-
aldosterone systems, immune inflammation, hypendasign, thrombocytes aggregation, and
endothelium dysfunction, all the above procességbgart of this systemic response [4, 5]. In addit
high levels of ET-1 are found locally in the braihis a peptide formed in the endothelial cellstloé
microvessels, amplifying vasospasm; ET-1 in astextimulates the neurotrophic factors production
[10]. It can be assumed that the EDN-1 gene Asrg&siotype carriers, characterized by a high ET-éljev
are prone to more pronounced ADD manifestationsc@ated with the systemic and local brain actiaty
ET-1.

1. Probability of the STEMI development with EDNg&ne LysAsn + AsnAsn genotype in males
is by 3.19 times higher than in womegt € 4.01, P = 0.043), with the presence of artémjglertension —
by 3.72 times higherf = 4.31 , P = 0.038), with smoking - by 2.06 € 4.66, P = 0.031).

2. Carriers of the Asn allele compared to the EDdefie LysLys genotype are more likely to have
involvement of two or more coronary arteries

3. The presence of anxiety and depression is agedaovith the possibility of STEMI development
in patients with the EDN-1 gene LysAsn + AsnAsnagpe.
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DAKTOPHU PU3UKY TA INIOJIMOP®I3M
TEHA EHAOTEJITHY-1 (rs5370)Y XBOPUX

DAKTOPBI PUCKA U TIOJIUMOPOU3M
TEHA DQ9HIOTEJINHA-1 (rs5370)Y BOJbHBIX

HA THOAPKT MIOKAPJA 3 EJIEBALIIEIO
CEI'MEHTA ST
ITetionina O.B., Konuns M.II.

Mertoro  pobotu  Oymo  BUBUEHHA  acomiarii
monimopdismy Lys198Asnrena enmoreniny-1 (EDN-1) 3
KJIHIKO-aHAMHECTHYHUMH [TOKa3HUKaMH XBOPUX Ha iH(apKT
Mmiokapna 3 enepamiero cermenta ST (M3EST). B
nociipkenss BkodeHo 91 namient 3 IM3EST, 70 (77%) —
yonoBiku Ta 21 (13%) —skinku y cepenubomy Bii (60.3+9.4)
poxkiB. BuszHavanu TpaauiiiiHi hakTopu cepueBo-CyJMHHOTO
PM3UKY, DIBEHb  TPHBOXHO-IEHNPECHMBHUX  DO3JIAaiB.
Hocnimkennas anensHoro moiimMopdismy Lys198Asnrena
EDN-1 mpoBomgmnu METOZOM MONIMEPa3HOi JIAHIIOTOBOL
peakmii 3 eJNEKTPOQOPETHYHOI0  CXEMOIO  JeTeKmii
pe3ynbTata. Biporignicts 3axBopiti Ha IM3ESTy 4onoBikiB
3 reHotunom LysAsn+AsnAsnrena EDN-1 B 3.19 pasu
Bume, HikK y xkinok (X°=4.01, P=0.043), 3a HasBHOCTI
apTepianbHOi rineprensii - B 3.72 pasu Bume (X>=4.31,
P=0.038), maninas — B 2.06 §?=4.66, P=0.031), mo
ACOWIIOETBCS 3 OUIBII TSHKKUM YPa)KCHHSIM KOPOHAPHHX
cyaus. IIposiBu TpuBorm Ta nenpecii y xBopux Ha IM3EST
BUIIE Y ManieHTiB 3 reHotunoM LysAsn+AsnAsrena EDN-
1. Ha mixcraBi OoTpUMaHUX pe3ysbTaTiB aBTOPH POOIIATH
BUCHOBOK MpOo Te, 10 NOJiMOp(HUI  reHoTun
LysAsn+AsnAsn resa EDN-1 acomiroeTscst 3 OUIBIIOIO
YaCTOTOI0 3yCTpiYaeMOCTi (aKTOPiB CEpLEeBO-CYANHHOTO
pu3uKy y namienTis 3 IM3EST.

KnrouoBi cmaoBa: momimopdizm rena Lys198Asn,
EDN-1, STEMI,cepueBo-cyauHHi (pakTopy pH3HKY.

Crarrs Hagivinoia 14.08.18p.

HH®APKTOM MHOKAPJIA C DJIEBAITAEN
CEIMEHTA ST
Ilerronnna O.B., Komuna H.IT.

Ilenblo  paboOTBl  SBISIIOCH U3YYCHHE AaCCOLMALUH
nonmumopdmsma Lys198Asn rena sumorenuua-1 (EDN-1) ¢
KIMHUKO-aHAMHECTHYECKHMH [OKa3aTeNsIMU 0OJIBHBIX
uHbapkTOM MHOKapa ¢ nogbeMoM cermenta ST (IMcIIST). B
uccnenoBanue Obu1 BKItoueH 91 manment ¢ UMCIIST, 70 (77%)
— myxunH u 21 (13%) - keHmMH, B CpPEIHEM BO3pacTe

(60.3+9.4) mer. Omnpenensuid  TPAJUIHOHHBIE  (AKTOPHI
CepACYHO-COCYAUCTOTO pHcKa, YPOBEHb TPEBOXKHO-
JIEPECCUBHBIX ~ paccTpoicTB. MccnenoBaHue — aieabHOrO

nomumopdusma Lys198Asnrena EDN-1 npoBoaunm metomom
MONMMEpa3HOll IEeMTHOH peakIuy ¢ NMEeKTPodOpe3Hoi cxeMoit
ompeneneHus pe3ynbrara. BepostHocTh 3a0omets UMCIIST y
My»x4uH ¢ reHotunoM LysAsn+AsnAsirena EDN-18 3.19paza
BhIEe, weMm y xeHmuH (x?=4.01, P=0.043), npu Hamuuum
apTepuanbHOl TumepTensun - B 3.72 pasa Beme (X2 =4.31,
P=0.038), xypeuns — B 2.06 §?=4.66, P=0.031), uro
acconuupyercst ¢ 6onee TSDKENBIM HMOPaKCHHEM KOPOHAPHBIX
cocynoB. IIposiBIEHMSI TPEBOTM M JENPECCHH y OONBHBIX
UMCIIST Boime y manueHToB ¢ reHotuniom LySAsn+AsnAsn
rena EDN-1. Ha ocHoBaHUH MOMy4YeHBIX pe3yIbTATOB aBTOPHI
JETaloT  BBIBOJ O TOM, YTO MHOJNUMOPGHBIA TEHOTHI
LysAsn+AsnAsn rera EDN-1 accommupyercss ¢ Oombiueit
YacTOTOM BCTPeYaeMOCTH (DAaKTOPOB CEPAETHO-COCYIHUCTOTO
pucka y nanueHToB ¢ UMcIIST.
KnroueBbie ciaoBa: mommmopdmsMm rena Lys198Asn,
EDN-1, STEMI,cepaeunococyaucTbie GpakTopbl pUCKa.
Peuenzent Cxpunnuk [.M.
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