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1. Oco6aMBOCTi KJIiHIYHOrO NEpeBIry Ta IPOrHO3 XBOPUX Ha iH(PapKT MioOKapja B 3aJ1€XKHOCTI Bifi HAIBHOCTI Ta

CTYIIEHS aT€POCKIEPOTUYHOIO YPKEHHS BiHIIEBUX CyIUH.

2. Features of clinical current and the forecast of patients with a heart attack of a myocardium depending on
presence and a degree of atherosclerotic defeat of coronary arteries.

Pedepar:

1. O6'exT mocnimxxenHs: IM Ha doHi aHriorpadiyHo iHTakTHUX i 3MiHeHUX BA 3a nanumu CKBI'. MeTta nocnimkeHHs:
BU3HAYUTU NATOT€HETUYHI MEeXaHi3MHU, SIKi BIVIMBAIOTb HA KJIiHIYHUI Nlepe6ir i nporHo3 IM Ha OCHOBI BUBYEHHS
KJIiHIKO-aHAMHECTUYHUX, aHriorpaiyHuX i reHeTUYHUX TOKAa3HUKIB. MeToay OOCiAsKeHHs: 3araJlbHOKJTiHiYHi,
J1abopaTtopHi, 6ioxiMivuHi (KiHETUYHMIA, TOJIiIMEPa3HO]i LIENHOI peakliii Ta IoJiMepa3Hoi LEeNHOoi peaklii 3 HACTYyITHUM
PECTPUK-TUBHUM aHaJi30M) JOCIiI>)KEHH, iIHCTPYMEHTAJIbHI i CTaTUCTUYHI MeTOAU. T€OPETHYHI i IPaKTUYHi
Pe3yJIbTaTH: MiATBEepIKeHa MOXJINBICT PO3BUTKY IM Ha Tii aHriorpadiyHo iHTakTHUX BA. Bcranosseni BapiaHTu
aHriorpadiu-Hoi kaptuHu BA, acouiitoBasi 3 IM. Haii6inbi yactumu 3miHamu BA nipu BifcyTHOCTI aHriorpadgiuaux
03HAaK aTepOCKJIEPOTUYHOrO YPaKEHHS € aHaTOMi4Hi 0COOIMBOCTI Oy10BU BA (rinomsasisi, 3BUBUCTICTB i
3MEHILIEHHS B [liaMeTpi, «M’130Bi MiCTKM»). BuTifeHO NpeIuKTOpU HECTIPUSTAMBOTrO 6JIM3bKOTO (TOCHITaIbHUI

nepion) Ta Bififane—~HOTO ([10 [BOX POKiB) IPOTHO3Y B 3aJI€5KHOCTI Bif| JaHUX aHTiorpadidyHOro AOCIiIKeHHIBA.



3anponoHOBaHO AOJATKOBI FT€HETUYHI (PaKTOPU PU3MKY aT€POCKIEPOTUYHOrO ypakeHHs BA. HoBusna:
BCTAHOBJIEHO, 1110 HAsIBHICTD i CTYIIiHb BUPA3HOCTI aT€POCKIIEPOTUYHOr0 ypaskeHHs BA (anriorpadiyHo iHTaKkTH,
MaJlo-3MiHEeHi, reMOJMHaMiqYHO 3HauyLuil CTEHO3) CYTTEBO BIVIM-BAIOTh HA XapakTep i TSUKKiCTh nepeobiry IM.
BcraHoBJ€HO KIIiHiIYHiI 0cobmmBocTi rocTporo IM Ha Ty anriorpagivyHo iHTakTHMX BC - MeHII TpUBaIuil aHTiHO3HU
CUHZPOM (10 35 XB), HE YyTTEBUII 4O IPUIIOMY OPraHiYHUX HITPATiB, UM aCTMa-TUYHUI BapiaHT nepeoiry, SIKui
CYIIPOBOMKY€ETHCSI 3HAYHUM IIiIBULIIEHHSIM cepleBoi ¢ppakuii kpeaTuHiHdocPokinazu (MB-KPK). BcranosyeHo, 110
PO3BUTOK TSDKKMX YCKJIaIHEHb B roc-TpoMmy nepiofi IM (kapzio-reHHuii MoK, rocTpa JiBOUIYHKOBA HELOCTATHICTh
(TJILLIH), aneBpu3ma JIII, >XUTTEBO 3arpo3/1nBi apUTMii) acolilioBaHUH 3 TeMOAMHAMIYHO 3HaUyIMM CTEHO30M BA,
SKUI IoTpebye iHBa3ifHOI Kopekiiii Y1 aopToKopoHapHOTro myHTyBaHHS (AKIL). Yniepiue BCTaHOBJIEHO, 110 XBOPI,
ki nepe-necnu IM Ha T71i aHriorpadiuHo iHTakTHUX BA, 3a ganumu CKBT, y 70 % Bunankis MatoTh aHaTOMIiYHi
0co6mBOCTi 6ymoBu BA, cepep Hux rinomnnasis — 40 %, 3BUBUCTICTb i 3MeHIIeHH B fiameTpi — 20 %, «M's130Bi
micTtku» ? 10 %. [loBeneHo, mo xBopi 3 IM B aHaMHe3i Ha TJ1i Masio3MiHEeHNXK BA Ha6isbII 4yacTo Ma-10Th
OJIHOCYAMHHE ypaxkeHHs (76,7 %). [Ipu upomy EKT Ta CKBI' ? nani y BigHO-11eHHi siokasnizauii IM, He cniiBnagaioTb
OJIVH 3 OJHUM Y 26,7 % Bunaakis. Bctanossneno, mo Al166C-nonimopdism reHa ATIIR] BrisimBae Ha KIiHIYHUT
nepebir IM, po3BUTOK MOXJIMBUX YCKJIAHEHD y TOCTpoMy nepiozi IM. BinmiueHo, mo ycknagnenss IM (TJIIIH,
paHHs noctiHdapkTHa creHokapais (PITIC), peuunupyounii nepe6ir IM) yacTinie criocTepiraloTbCsl y HOCIiB
myTtanTHoro aneso C 3 renorunom T+31C-CC (53,5 %). Ynepile oBeJeHO BIVIUB CIIOJyYEHHS MyTallii 1BOX I'eHiB
(ATT i ATIIR1) Ha PO3MOBCIOIKEHHS aTEPO-CKIEPOTUYHOrO NPOLIECY, KJIiHIYHMI Nepeodir i CXUIIbHICTb 40 4aCTUX
Kap[lioBaCKyJISIPHUX IOTiH, epeo6ir IKNX HOCUTh YCKIIaZ-HEeHU Xapakrep. JloBeleHO 3B'I30K KOMOiHaIil MyTawii
ATT T+31C-CC/ATIIR1-CC+AC 3 Bucokoto nnotpedoio B AKIII. Bu-3HaueHo npeauKToOpyu HECIIPUSTINBOTO
BigmaneHoro, yepes (1,8+0,4) poky, Ipo-rHo3y IM: rocTpe nopyieHHs: Mo3koBoro kposoooiry (I'TIMK) ax no IM,
TpuBanui anam-He3 IXC, xpoHiuHa cepuesa HegocTaTtHiCTh (XCH) IIA CT., BUCOKa aKTUBHICTb 3arajbHoi (ppakiii
KO®K - > (866,3+329,1) U/L i nigsumenHs MB-KO®K no (204,8+ 22,1) U/L npu nepsicHomy IM, 6araTocynuHHe
aTepocKyIepoTHYHe Ta 3HauHe (>50 %) ypakeHHs BA B 11oejHaHHi 3 rinonasieto, KiHiuHi IPOSBU CUCTEMHOIO
aTepOCKJIEPOTUYHOrO MPOLECy i3 3aJlyYeHHSIM BiHLIEBUX, LiepedpasibHuX i nepudepryHnx apTepil, AUCIinigemis:
3aranbHuil xosectepuH (3XC) 6inbuie (6,5+0,2) MMOJIBb /71, XOJIECTEPUH JIIMONPOTEINIB IyKe HU3bKOI 1inbHOCTI (XC
JITTOHIL) Buwe (2,1+0,6) Mmonb /1, Tpurainepunu (TT) 6inbiue (4,0+ 0,5) MMoJIb /11, KoedillieHT aTeporeHHOCTi Bulle
(4,5£0,1) MMOJIB /71, HU3bKA TOJIEPAHTHICTb 10 Pi3MYHOr0 HaBaHTA-KEHHS: KiJIbKiCTh CIIOKUTOr0 KUCHIO (O2) -
(4,3+1,3) MET, roc-tpui1 kopoHapHuii cuagpom (I'KC) i nosropuuii IM y quHaMilli, HagBHICTb KOMOiHaLii MyTaLlill
ATT T+31C-CC/ATIIR1-CC+AC 3 Bucokoto nnotpeboio B AKIIL. CtyniHb yIIpOBaJpKEHHS:. pe3yJIbTaTy AOCIIIPKEHHS
BIIPOBAKEHI B IPaKTUYHY JisJIbHICTD BifineHHs peabisniTanii Micbkoi kiiHiuHOi JikapHi N2 8, M. XapkiB,
KapZiosoriyHoro BinzisieHHs LleHTpasnbHOI KIiHIYHO] JIiKapHi «YKp3asi3HulLli», M. XapKiB, MTOJIiKJIiHIYHOTrO BifgineHHs
LIeHTpaJIbHOI MiCbKOI JIiKapHi M. [310M XapKiBCbKOi 061., KapZAi0IOTi9YHOrO BiAisIeHHS LIeHTPasIbHOI MiCBKOi JTikapHi
M. Ky'ssHebk XapkiBebKkoi 0071., @ TaKOXK Kap1ioJIoriyHOTO BifiNieHHs [JeHTpaabHOi palloHHO] JikapHi M.
Kpacnorpapg XapkiBcbkoi 0671., 10 MiATBEPAKEHO aKTaMU BIIPOBaIpKeHHs. Cpepa BUKOPUCTAHHS: MEIULIVHA,
KapzaioJsiorig

2. Object of the research: myocardial infarction (MI) against a background of angiographically intact and changed
coronary arteries (CA) by the data of selective coronaroventriculography (SCVG). Purpose of the research: to reveal
pathogenetic mechanisms, which influence the clinical course and prognosis of MI, on the basis of studying
clinical-anamnestic, angiographic and genetic indices. Methods of the research: general clinical, laboratory,
biochemical (kinetic, polymerase chain reaction and polymerase chain reaction with subsequent restrictive
analysis) studies, instrumental and statistical methods. Theoretical and practical results: a possible development of
MI against a background of angiographically intact CA was confirmed. IM-associated variants of the angiographic
picture of CA were revealed. Anatomical peculiarities in CA structure (hypoplasia, convolutions and smaller
diameters, “muscle bridges”) were the most frequent CA changes in the absence of angiographic signs. Predictors
of the unfavourable close (hospital period) and remote (up to two years) prognosis were detected depending upon
the angiographic examination data. Additional genetic risk factors of the atherosclerotic lesion of CA were
suggested. Novelty: it was found out that the presence and expression degree of the atherosclerotic lesion of CA



(angiographically intact, slightly changed, a haemodynamically significant stenosis) produced a marked effect on
the character and severity of MI course. Clinical peculiarities of acute MI against a background of angiographically
intact CA were revealed: a less prolonged anginal syndrome (up to 35 min), which is not sensitive to taking organic
nitrates, or the asthmatic variant of the course accompanied by significant rise of the cardiac fraction of creatinine
phosphokinase (MB-CFK). It was found out that the development of severe complications within the acute period
of MI (cardiogenic shock, acute left ventricular failure [ALVF], LV aneurysm, life-threatening arrhythmiae) was
associated with thehaemodynamically significant CA stenosis, which required invasive correction or aortocoronary
shunting (ACS). For the first time, it was established that the patients, who had suffered MI against a background of
angiographically intact CA, by SCVG data, in 70 % of cases had anatomical peculiarities in CA structure, of them:
hypoplasia - 40 %, convolution and smaller diameters - 20 %, “muscle bridges” - 10 %. It was proved that patients
with IM in their anamnesis against a background of slightly changed CA most frequently had some monovascular
lesion (76.7 %), electrocardiographic and SCVG data about the localization of MI differing from each other in 26.7 %
of cases. It was revealed that A1166C-polymosphism of ATIIR1 gene had an effect on the clinical course of MI,
development of possible complications during the acute period of MI. It was found out that MI complications
(ALVF, early postinfarction angina, recurrent course of MI) were most frequently observed in carriers of mutant C
allele with T+31C-CC genotype (53.5 %). For the first time, the effect of a combination of mutation of two genes
(angiotensinogene [ATG] and ATIIR1) for the atherosclerotic process spreading, the clinical course and tendency to
frequent cardiovascular events, whose course had a complicated character. A relationship of the combination of
ATG mutations T+31C-CC/ ATIIR1-CC+AC with a high demand for ACS was proved. Predictors of an unfavourable
remote, after (1.8+0.4) years, MI prognosis: an acute disturbance of the cerebral circulation up to MI, a long-term
anamnesis of the coronary disease, chronic heart insufficiency of IIA grade, a high activity of the total CFK fraction
- >(866.3 + 329.1) U/L, and an increase of MB-CFK up to (204.8 + 22.1) U /L in primary MI, a polyvascular
atherosclerotic and significant (> 50 %) CA lesion accompanied by hypoplasia, clinical manifestations of the
systemic atherosclerotic process with the involvement of the coronary, cerebral and peripheral arteries,
dyslipidaemia: total cholesterol more than (6.5 +0.2) mM /1, cholesterol of very low density lipoproteins over (2.1 +
0.6) mM/], triglycerides over (4.0 + 0.5) mM /], atherogenity coefficient over 4.5 + 0.1) mM /1, low tolerance to
physical loads: the amount of consumed oxygen (02) - (4.3+1.3) metabolic equivalents, acute coronary syndrome
and second MI in dynamics, presence of a combination of ATG mutations T+31C-CC/ ATIIR1-CC+AC with a high
demand for ACS. Degree of introduction: results of the research were introduced into the practical activity of the
Rehabilitation Department of Kharkiv City Hospital No. 8, the Cardiology Department of the Ukrainian Railway
Central Hospital in Kharkiv City, the Polyclinical Department of the Izium Central Town Hospital of the Kharkiv
Region, the Cardiology Department of the Kupiansk Central Town Hospital of the Kharkiv Region, as well as the
Cardiology Department of the Krasnograd Central District Hospital of the Kharkiv Region, as it is confirmed by acts
on introduction. Sphere of application: medicine, therapy departments.
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