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According to the World Health Organization
report published in 2013, cardiovascular di-
seases are the main cause of population disabil-
ity worldwide [1]. Currently, about 422 million
people suffer from diabetes mellitus, by 2040
this number will increase to 642 million [2].

Coexistence of cardiovascular diseases and
metabolic disorders, namely type 2 diabetes
mellitus (type 2 DM), is one of the most com-
monly occurring comorbidities and is the main
cause of death at an earlier stage of the disease
[3, 4]. Hemostatic impairments [5], along with
metabolic disorders, occupy key positions in
the development of cardiovascular pathology in
type 2 DM. Assessment of mortality structure
provides the most objective illustration of this
connection: thrombosis is the cause of death in

80 % of patients with type 2 DM, 75 % of which
are of coronary localization, 25 % is cerebrovas-
cular and peripheral thrombosis [4].
Plasminogen activator inhibitor type 1
(PAI-1) is a member of the superfamily of ser-
ine protease inhibitors and the major inhibi-
tor of fibrinolysis in the plasminogen activator
system [6, 7]. High PAI-1 concentration plays
a key role in the pathogenesis of arterial and
venous thrombosis and, therefore, contributes
to the development of thrombotic events [8, 9].
In addition, a higher PAI-1 level is asso-
ciated with insulin resistance, diabetes, hyper-
lipidemia and premature aging [10, 11].
Patients with type 2 DM are commonly
found to have an increase in the content of pro-
inflammatory agents (C-reactive protein (CRP),
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TNF-alpha, interleukin-6), which are considered
to be predictors of cardiovascular risk [12, 13].

In recent years, a new mechanism has been
discussed in the literature, which explains the
variety of aspects of endothelial properties al-
teration in type 2 DM by the development of
endothelial dysfunction [14, 15].

The high risk of vascular catastrophes is
a motive for the study of pathogenic mecha-

nisms of thrombotic formation in type 2 DM.
Meanwhile, changes in hemostasis associated
with metabolic changes revealing the nature of
these relationships are of indisputable practical
interest.

The study implied the assessment of serum
PAI-1 levels in patients with AMI with and
without type 2 DM to identify the clinical value
of PAI-1 as a potential biomarker in type 2 DM.

MATERIALS AND METHODS

The study involved examination of 130 pa-
tients, among them 44 (42.6 %) women and 86
(57.4 %) men who underwent inpatient treat-
ment at the myocardial infarction department
of Kharkiv City Clinical Hospital Ne 27 (clinical
center of the Department of Internal Medicine
Ne 2 and Clinical Immunology and Allergology
of Kharkiv National Medical University of
the Ministry of Health of Ukraine) and at the
cardiology department of Kharkiv Regional
Clinical Hospital «Center for Emergency and
Catastrophe Medicinen».

All the patients were divided into groups:
the main one included 73 patients with AMI
with accompanying 2 type DM (among
them 43 men and 30 women, average age
62.73 + 1.39 years); group of comparison com-
prised 57 patients with AMI without type
2 DM (43 men and 14 women, average age
63.98 + 1.47); control group with 20 practically
healthy individuals (among them 10 men and
10 women, mean age 60.85 = 1.37).

AMI was diagnosed in accordance with the
Order of the Ministry of Health of Ukraine
No. 455 as of 02.07.2014 «Unified clinical proto-
col of emergency, primary, secondary (special-
ized) and tertiary (highly specialized) medical
care and medical rehabilitation of patients with
acute coronary syndrome with segment ST ele-
vation, based on clinical, electrocardiographic
and biochemical criteria» [16].

Duration of type 2 DM in patients with
AMI was from one to 30 years. Type 2 DM
was diagnosed according to the Order of the
Ministry of Health of Ukraine No 1118 as of
21.12.2012. The exclusion criteria were rheu-
matologic, oncological diseases, diffuse con-
nective tissue disorders, pituitary and hypo-
thalamic diseases, thyroid gland diseases, and
symptomatic hypertension.

Plasminogen activator inhibitor type 1
(PAI-1, IAP-1) was determined by the immuno-
assay method using a commercial test system
manufactured by Technoclone PAI-1 ELISA
Kit (Austria) on the first day of myocardial
infarction. The level of NO synthase was de-
termined by the immune enzyme method us-
ing a commercial test system manufactured by
Bender MedSystem (Austria) on the first day
of myocardial infarction. Biochemical study
included determination of the level of total
cholesterol (TC) and high-density lipoprotein
(HDL), low (LDL) and very low density lipo-
protein (VLDL), and was carried out by peroxi-
dase method using «Cholesterol Liquicolor» re-
agents manufactured by «Human» (Germany)
in blood serum stabilized by heparin. The level
of triglycerides (T'G) was determined by enzy-
matic colorimetric method using «Triglycerides
GPO» reagent kit manufactured by «Human»
(Germany). Determination of the level of gly-
cosylated hemoglobin was carried out by high-
speed chromatography using the automatic
analyzer Adams Alc according to the gener-
ally accepted method. Determination of blood
insulin levels was performed using a com-
mercial test system manufactured by DRG
Instruments GmbH (Germany).

The design of the study was agreed with
the Ethics Committee of Kharkiv National
Medical University. All the patients involved in
the research signed a voluntary informed con-
sent to participate in the study.

Statistical computer processing of the re-
sults was performed using the Microsoft Office
Excel 2003 and «Statistica 10.0» (StatSoft Inc.,
USA) software. Comparative analysis of the
samples implied calculation of the arithmetic
mean and statistical error of the mean arith-
metic (M + m). Differences between groups at
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Box Plot of IAP-1, ng/mL grouped by Group
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Fig. 1. PAI-1 levels in patients with AMI with concomitant type 2 DM as compared
to patients without type 2 DM and the control group.

distribution close to normal were estimated us-
ing the Student’s t-criterion. Differences were
considered statistically significant at p < 0.05.

The difference in frequencies in two indepen-
dent samples was analyzed using the Pearson
criterion.

RESULTS AND THEIR DISCUSSION

The group of patients with AMI and type
2 DM was found to have an increase in the
average PAI-1 level as compared to the group
of patients with AMI without type 2 DM (68.85
[72.23; 12.19] and 53.1 [69.47; 21.61] ng/ml,
respectively, p <0.05) and the control group
(17.51 [27.05; 12.81] ng/ml, p < 0.05) (Fig. 1).

Patients with AMI and type 2 DM were
shown to have a significant (p < 0.05) increase
in lipid metabolism rates due to elevated levels
of total cholesterol (TC), low density lipopro-
tein cholesterol (LDLC), very low density lipo-
protein cholesterol (VLDLC) and triglycerides
(TG), which was accompanied by a decrease in
high density lipoprotein cholesterol (HDLC) as
compared to control group patients (p < 0.05).
Moreover, there was a statistically significant
increase in carbohydrate metabolism indices
due to an increase in fasting glucose, glycosyl-
ated hemoglobin and insulin as compared to
the control group (p < 0.05) (Table).

Concerning hemostasis, namely, fibrinogen
and Quick’s prothrombin, endothelial dysfunc-
tion indices, particularly PAI-1 and NOS, and
proinflammatory factor, C-reactive protein,
there was a statistically significant increase in
these parameters in patients with acute myo-
cardial infarction and type 2 diabetes mellitus
as compared to the control group (p < 0.05).

Comparison of carbohydrate, lipid metabo-
lism, hemostasis and endothelial dysfunction
indices in patients with AMI with type 2 DM
showed a statistically significant increase in
glucose, glycated hemoglobin, insulin, athero-
genic lipid fractions, PAI-1 and CRP levels, and
decreased LDLC and NOS as compared to the
group without type 2 DM (p < 0.05).

Assessment of PAI-1 content on the first
day in patients with AMI in the presence or ab-
sence of type 2 DM showed that PAI-1 levels in
patients with AMI and type 2 DM increased by
70.5 % and by 36.5 % in patients without type 2
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Table

Levels of PAI-1, NOS, carbohydrate and lipid metabolism,
hemostasis systems in patients with acute myocardial infarction
with type 2 diabetes mellitus and without type 2
diabetes mellitus, M + m

Patients with AMI Control
ontrol group,
Index With type 2 DM, Without type 2 DM, Ny S
n="173 n=>57
Fibrinogen, g/l 4.81 £0.06* 4.61 +0.10** 2.31+ 0.02
Quick’s prothrombin, % 91.32 £ 0.87* 70.79 £ 2.23%* 106.5 £ 0.62
TC, mmol/l 6.38 + 0.14* 5.05 + 0.10** 4.55+0.12
LDLC, mmol/l 4.44 +0.12* 3.27 £ 0.06** 2.51 +£0.17
VLDLC, mmol/l 1.82 +0.08* 0.98 £ 0.04** 0.85+0.06
HDLC, mmol/l 1.08 £ 0.04* 1.41 +£0.03** 1.36 £ 0.03
TG, mmol/l 2.68 £0.10* 1.97 £ 0.08** 1.81 +£0.13
Glucose, mmol/l 12.7 £ 0.35* 4.56 £ 0.11%* 4.38 +£0.07
Glycated hemoglobin, 11.6 + 0.30* 5.80 + 0.13%* 5.17 + 0.06
mcmol fructose/g Hb
Insulin, meIU/ml 68.95 + 1.66* 20.21 £ 0.69** 17.35+1.15
CRP, mg/1 457 + 0.89* 41.33+0.77%* 1.01 +£0.01
PAI-1, ng/ml 63.15 + 1.48* 51.03 £ 1.72** 18.64 £ 1.05
NOS, ng/ml 3.12+0.13* 4.22 £0.11%* 5.21+0.19

Note.

* 1s the probability of discrepancies as compared to the control group (p < 0.05);
** 1s the probability of discrepancies as compared to the group of AMI with type 2 DM.

DM as compared to the control group (p < 0.05).
When comparing the groups of patients with
AMI in presence and absence of type 2 DM,
PAI-1 values differed by 19.2 % (p < 0.05).

The level of NOS on the first day was sig-
nificantly lower in patients with AMI by 28 %
in presence of type 2 DM and by 4 % in absence
of type 2 DM as compared to the control group
(p <0.05). In the group of patients with AMI
without type 2 DM, the levels of NOS were
26 % higher than in the group with type 2 DM
(p <0.05).

In order to analyze the relationships be-
tween PAI-1, NOS and carbohydrate, lipid me-
tabolism and hemostasis systems, a correla-
tion analysis was performed for patients with
AMI and type 2 DM on the first day of AMI.
The study showed a direct correlation between
PAI-1 and glucose (r =0.46; p <0.05); gly-
cated hemoglobin (r =0.39; p <0.05), insu-
lin (r=0.49; p<0.05), TC (r=0.47; p<0.05),
LDLC (r=0.28; p<0.05), VLDLC (r=0.55;
p <0.05), TG (r =0.35; p <0.05).

Correlation analysis showed a reverse re-
lationship between the level of NOS and PAI-1
(r=-0.79; p<0.05) on the first day of AMI in
patients with concomitant type 2 diabetes mel-
litus (Fig. 2).

Consequently, patients with type AMI and
type 2 DM were found to have an increase in
PAI-1 levels and a decrease in NOS on the first
day of AMI, which suggests that PAI-1 is a risk
factor associated with diseases accompanied by
the development of endothelial dysfunction.

Type 2 DM was associated with an increase
in carbohydrate metabolism indices and athe-
rogenic fractions of the lipid spectrum due to
TC, LDLC, VLDLC, and TG in patients with
AMI in proportion to the high content of PAI-1.
An increase in hemostasis rates due to the
increase in fibrinogen and Quick’s prothrom-
bin and inflammation rates, namely CRP, was
increased proportionally in the presence of
concomitant type 2 diabetes mellitus, which
confirms its inevitable effects and increased
endothelial dysfunction, inflammation and, as
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Scatterplot with Box Plots of NOS, ng/mL against IAP-1, ng/mL
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Fig. 2. Correlation analysis between the levels of PAI-1 and NOS
in patients with acute myocardial infarction and type 2 diabetes
on the first day of acute myocardial infarction.

a consequence, destabilization of atherosclero-
tic plaques and thrombosis.

Reduction of NOS in patients with AMI and
type 2 DM indicates an increase in endothelial
dysfunction in patients with ischemic myocar-
dial damage.

Patients with AMI and type 2 DM were
shown to have strong reverse correlation bet-

ween PAI-1 and NOS, which confirms the in-
volvement of this marker in the pathogenesis of
endothelial dysfunction and suggests that it is
a potential marker of severe course and deve-
lopment of possible thrombotic complications in
this cohort of patients.

CONCLUSIONS

1. Patients with acute myocardial infarction
and type 2 diabetes mellitus were found
to have a significant increase in the levels
of plasminogen activator inhibitor type 1
(63.15+1.48 ng/ml) and the reduction of
endothelial nitric oxide synthase NOS
(3.12+0.13 ng/ml) as compared to patients
with acute myocardial infarction without
concomitant type 2 diabetes mellitus
(51.03 £1.72 ng/ml and 4.22 +0.11 ng/ml,
respectively) and the control group
(18.64 +1.05 ng/ml and 5.21 +0.19 ng/ml,
respectively) (p < 0.05).

2. Levels of plasminogen activator inhibitor
type 1 have direct correlation with lipid
and carbohydrate metabolism, namely, cho-
lesterol and its atherogenic fractions: total
cholesterol (r = 0.72), low density lipoprotein
cholesterol (r = 0.49), very low density chole-
sterol (r =0.61), triglycerides (r = 0.39), glu-
cose (r = 0.73), glycated hemoglobin (r = 0.65)
and insulin (r = 0.83) (p < 0.05).

3. Indices of plasminogen activator inhibitor
type 1 content reversely correlate with the
indices of endothelial nitric oxide synthase —
NOS (@ =-0.79) (p <0.05), which suggests

34
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that PAI-1 can be considered a marker of en-
dothelial dysfunction in patients with acute

1989; 9: 87-115.
Sobel BE. Circulation 1999; 99: 2496-2498.

Juhan-Vague I, Pyke SD, Alessi MC, et al. Circulation
1996; 94: 2057-2063.

factors for atherothrombosis and, as a conse-
quence, acute myocardial infarction.

myocardial infarction with concomitant type 2 5. The obtained findings suggest that plas-

diabetes mellitus. minogen activator inhibitor type 1 is directly
. The effect of type 2 diabetes mellitus on ele- involved in the pathogenesis of type 2 diabe-

vated levels of CRP, PAI-1 and hemostasis tes mellitus. In practically healthy individu-

factors such as fibrinogen and Quick’s pro- als, the risk of developing type 2 diabetes

thrombin in blood serum of patients with mellitus is associated with increased levels

acute myocardial infarction is most pro- of plasminogen activator inhibitor type 1, fi-

nounced in comparison with other indices, brinogen, and CRP in serum.

which confirms the fact that type 2 diabetes

mellitus is one of the most important risk
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Acute myocardial infarction continues to occupy one of the leading places among the causes of mortality.
Some indicators of endothelial dysfunction are also associated with a high risk of cardiovascular complications,
which play a key role in the pathogenesis of cardiovascular complications, which makes it relevant to study
the relationship between endothelial dysfunction markers and the development and progression of atherosclerot-
ic vascular lesions. Dysfunction of the endothelial vasodilator system is accompanied by a decrease in the level
of nitric oxide (NO), which is a characteristic feature of patients who are at risk of coronary artery disease, so
coronary vasodilator dysfunction may involve prolonged progression of atherosclerosis and the frequency of car-
diovascular events.

The high risk of vascular accidents is an incentive to study the pathogenetic mechanisms of thrombotic
formation in type 2 diabetes. Plasminogen activator inhibitor type 1, which is a member of the superfamily
of serine protease inhibitors and the main inhibitor of fibrinolysis in the plasminogen activator system, plays
a key role in the pathogenesis of arterial and venous thrombosis and, therefore, contributes to the occurrence
of thrombotic events.

The combination of acute myocardial infarction with type 2 diabetes mellitus is characterized by a sig-
nificant increase in the content of the plasminogen activator inhibitor type 1 in serum compared with those
without diabetes. As a result of the study, a close direct correlation between the increase of lipid, carbohydrate
metabolism, hemostasis parameters proportional to the high content of the plasminogen activator inhibitor type
1 in serum of patients with acute myocardial infarction with concomitant type 2 diabetes mellitus was proved.
The inverse correlation between the level of type 1 plasminogen activator inhibitor and the reduced content
of nitric oxide synthase, which increases endothelial dysfunction and atherothrombosis in patients with acute
myocardial infarction with concomitant type 2 diabetes mellitus, is proved.

Key words: acute myocardial infarction, type 2 diabetes mellitus, plasminogen activator ingibitor type 1,
NO synthase, endothelial dysfunction, carbohydrate and lipid metabolism parameters, coagulation parameters.

POJIb IHTIBITOPA AKTUBATOPA MJIABMIHOTEHA 1 TUNY
Y PO3BUTKY EHAOTEJIANIbHOT ANCOYHKLIT
Y XBOPUX HA TOCTPUN IHOAPKT MIOKAPAA
| LYKPOBWUW OIABET 2 TUNY
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locTpuit iudapkT Miokapaa IIPOIOBIKYE IIOCIAATH OJHE 3 MPOBIIHUX MICIIh Cepejl IIPUYUH CMEPTHOCTI
HAaceJIeHHsI. 3 BUCOKHUM PHU3WKOM CepIeBO-CYAHMHHUX YCKJIAJHEHDb ACOI[IIITHCA TAKOMK JeSKl IMOKa3HUKHU
eHIOTe1aIbHOI JUCHYHKINI, AKUM HAJIEKUTH KJIIOUYOBA POJIb Y IMATOTE€HE31 PO3BUTKY CEPIIEBO-CYIUHHUX
YCKJIAaJHEHbD, 110 00YMOBJIIOE AKTYAJIbHICTh BUBUEHHS B3A€MO3B'I3Ky MapKepiB JUCHYHKIIIT €HI0TEe1I0 3 PO3-
BHUTKOM 1 IPOTPECYBAHHSIM aTEPOCKJIEPOTUIHOTO ypaskeHHs cyauH. JluchyHKIIg eHI0Te iaalbHOl CyqUHO-
PO3MIUPIOBAILHOI CUCTEMH, sTKA CYIIPOBOJKYEThCS 3HUKEHHAM PiBHIB okcuy aszory (NO), € xapakTepHOO
pHCOI0 IMAIIEHTIB, KOTPl 3HAXOAATHCS II1J] 3arP0O30I0 3aXBOPIOBAHHSI KOPOHAPHUX apTeplil, TOMy KOpOHapHa
BA30IMJIATATOPHA TUCPYHKIIIS MOKe IependbadaTu TpUBaJie IPOrpecyBaHHS aT€POCKIEPO3y Ta YaCTOTY cep-
1eBO-CYIUHHUX MOIH.

Bucorwnit pusuk cyIMHHUX KaTacTPod € CIIOHYKAJIbHUM MOTUBOM BUBUEHHS ITATOMeHETHUYHHUX MeXaHia-
MiB TpoMOOYTBOPEHHS HpU IYKpoBoMy Aiaberi 2 Tuiry. [HribiTop akTMBaTOpa myIasMiHOreHy 1 THITY, SR
€ YJIEHOM CYIIePPOJUHU 1HT10ITOPIB CEPUHOBUX IIPOTEA3 1 OCHOBHOIO 1HIi0ITOPY (PiOPHHOII3y B CHCTEMI aKTH-
BaTOpa IJIA3MIHOTEeHY, BiIirpae KJIIOYOBY POJIb B IIATOreHe3l apTeplasbHOr0 1 BEHO3HOr0 TPoMOO03y 1, OTxe,
CIIpUsie BHHUKHEHHIO TPOMOOTHYHUX TIOJT1H.

[loenmauusa rocrporo iHgaxkpTa Miokapaa 3 IyKPOBUM q1abeToM 2 THUIY XapaKTepPU3yeThCsd 3HAUYIIIM
HIABUINEHHAM BMICTY 1HTI0lTOpa aKTHBATOpA IIJa3MIHOMeHY 1 THIY y CHPOBATI[I KPOBl y IOPIBHAHHI 3 XBO-
pumu 6e3 miabery. B pesysbrari mpoBeneHOro J0CTI1IKeHH S TOBEIeHO TICHUN TPAMUM KOPeJIAI[ITHUN 3B’ 130K
M12K 301JIBIIEHHAM IapaMeTpPiB JIII1JHOT0, BYTJIEBOJHOT0 0OMIHY, ITOKA3HUKAMU IeMO0CTa3y IIPOHOPI[IAHO BU-
COKOMY BMIicTy 1HTi6iTOpa akTHBATOpA IIJIadMiHOreHa 1 TUITY y CHPOBATIII KPOB1 XBOPUX HA TOCTPUM 1HMAPKT
MiOKapIa 3 CYHyTHIM I[yKpoBuUM Aiaberom 2 tuiry. JloBeaeHo 3BOPOTHIN KOPEJIAIINHUNA 3B 130K MK PiBHEM
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iHTi0iTOpa aKTHUBATOpA IIJIa3MiHOreHa 1 THIIY Ta 3HU/KEHUM BMICTOM CUHTA3U OKCUAY a30TY, IO IIOCUJIIOE eH-
OTEeJIaIbHY JUCHYHKINII Ta IPOIleCH aTepoTpoMO03y y XBOPUX HA TOCTPUH 1H(APKT MioKapaa 3 CyIIyTHIM
LYKPOBHUM aiabeTom 2 THILY.

KiawuoBi cinoBa: rocrpuil indgapKT Miokap/a, I[yKpoBull giaber 2 TUIY, 1HrI0ITOP aKTHBATOPA [1JIa3-
MiHOreHy 1 Tumy, eHgoTesiabHa TuCcYHKI[IA, TOKA3HUKY By IJIEBOJHOTO Ta JIIIITHOT0 00MIHIB, IOKA3HUKK
remMocTasy.

POJIb MHTMUBUTOPA AKTUBATOPA TMJIABMUHOTEHA 1 TUNA
B PA3BUTUU BHOAOTENMNANBHOW AUCDYHKLUN
Y BOJIbHbBIX OCTPbIM UH®APKTOM MUNOKAPOA
N CAXAPHbIM OVWABETOM 2 TUMA

Munyxuna /1. B.}, Badam:kaun B. /1.!, KpasuyH II. I'!, [lyuaesa WU. I1.2,
Munyxus /1. B.!, Kpacuosapy:xckuii A. I.', EsBrymenko JI. A.!

! Xapvro6CcKull HAUUOHAIbHLIL MeOUUUHCKULL yHusepcumem, Xapvkos, Ykpaurna
? Xaporosckas MeOUUUHCKAS AKA0eMUSL NOCTCOUNTIOMH020 00pasosanus, 2. Xapvros, Ykpauna
minukhinadv@ukr.net

Ocrpsrit nHMAPKT MHOKAPAA ITPO0JIKAET 3aHUMATh OJTHO U3 BEAYIIUX MECT CPeJU IIPUYNH CMEPTHOCTH
HaceseHusi. C BBICOKMM PHUCKOM CePJIeYHO-COCYAUCTHIX OCJIOMKHEHUHN aCCOIUUPYIOTCS TaKiKe HEKOTOpPHIe I10-
Kas3aTesu dHI0TEJINATBHON JUCPYHKIIUN, KOTOPHIM IIPUHAJIEKUAT KJI0UYEBas POJIb B IIATOreHEe3e PA3BUTHU S
CepIIeYHO-COCYAUCTBIX OCJIOMKHEHUHN, YTO 00yCJIaBJINBAET aKTyaJIbHOCTh U3yUYEeHUsI B3aUMOCBA3W MAPKEpPOB
IUCHYHKIIUU SHAOTEJIUS C PA3BUTHEM U IPOTPECCUPOBAHUEM ATEPOCKJIEPOTHUECKOI0 MOPAMKEHUsI COCYIOB.
JluchyHRIIA 9HIOTEITHATBHON COCYI0PACIIUPSIONIEH CUCTEMBI COITPOBOIKIAETCS CHUKEHUEM YPOBHS OKCHU/T
azora (NO), uTo sBIsgeTCA XapaKTEPHON YePTON MAITMEeHTOB, HAXOASIIIUXCS IO/ YTPO30H IOpaKeHUus KOpo-
HApHBIX apTepUM, IMOdTOMY KOPOHAPHAS BA30JMJIATATOPHOTO TUCHYHKIUSA MOMKET IIpeIyCMaTpUBaTh JIJIH-
TeJbHOe IPOrPecCupoOBaAHNE aTePOCKIEP03a U YaCTOTY CEePIEUHO-COCYIUCTHIX COOBITHM.

Bricokmit prcK COCYyIMCTBIX KATACTPOQ SIBJISETCS MOOYAUTEIHHBIM MOTUBOM H3yUYEeHHS MATOTeHeTUYe-
CKUX MeXaHH3MOB TPoM0O00Opa3oBaHUs IpHU caxapHoMm guabere 2 tuna. MHruburop akTuBaTopa IJIa3MU-
HOreHa 1 THIA, KOTOPHIHA SABJIAETCA YJIEHOM CyllepceMeicTBA MHTUOUTOPOB CEPUHOBBIX IIPOTEA3 U OCHOBHOTO
uHrnbuTopa puOpPUHOIM3A B CHCTEMe aKTHBATOpPA IMJIA3MHUHOIE€HA, UTpaeT KJIUYEBYI POJIb B IIATOreHe3e
apTepuaJIbHOTO ¥ BEHO3HOr0 TPoMO03a U, CJIeJ0BATEJIBHO, CIIOCOOCTBYET BOSHUKHOBEHUIO TPOMOOTHUYECKUX
COOBITH.

CoderaHue 0CTPOTO HHMAPKTA MUOKAP/Ia C CAaXapHBIM qUabeToM 2 TUIIa XapaKTePU3yeTcs 3HAUUMBIM TI0-
BBINIIEHUEM COJIePyRAHNUS MHITHOUTOPA aKTUBATOPA IIJIa3MUHOTeHa 1 THIIA B CBIBOPOTKE KPOBU 110 CPABHEHUTO
¢ bosrpuBIMHE Oe3 guabera. B pesysbraTe mpoBeeHHOT0 UCCIEIOBAHNS JIOKA3aHA TecHas IpAMasi KOppesIsiiiu-
OHHAs CBSI3h MEK/Y yBeJIMYEeHHNEeM IapaMeTpOB JUIIUIHOTO, YIJIEBOTHOTO 00MeHa, MOKa3aTeIsIMU reMocTasa
IIPOTIOPITMOHAJBHO BBICOKOMY COJEP/RAHUI0 MHIMOMTOpA aKTUBATOPA IIJIA3MUHOTEHA 1 THUIIA B CHIBOPOTKE
KPOBU OOJIBHBIX OCTPBIM MH(APKTOM MHOKAPAA C COMYTCTBYIOIIUM caxXapHbeIM nuaberom 2 tumna. Jlokasana
obpaTHAas KOPPeJIAIUOHHAs 3aBUCUMOCTD ME /Iy YPOBHEM HHIHOUTOpA aKTUBATOPA IJIa3MUHOreHa 1 THIa
¥ MOHUKEHHBIM COJepiKaHUeM CHHTA3bl OKCHUIA a30Ta, YTO YCHUJIUBAET dHAOTEJIUAIBHYI0 TUCHYHKI[HIO
¥ IIPOIleCCHl aTepoTpoM0b03a y OOJBHBIX OCTPHIM MH(PAPKTOM MHUOKAp/a € COIIYTCTBYIOIIMM CAXapHBIM IHa-
beTom 2 Tuma.

KiamouesBble cioBa: ocTphlili HHPpAPKT MUOKApIA, CAXapHBIA AuadeT 2 TUIIA, HHIHOUTOP aKTUBATOpPa
JIa3MUHOTEHA 1 THUIIA, 9HI0TeIHaIbHAS TUCPYHKITUS, TIOKA3aTeH YIJIEBOAHOTO U JIUIIUIHOT0 0OMEHOB, I10-
Kas3aTeJid reMocTaasa.
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