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Abstract. The problem of myocardial infarction at a
young age and in women is very relevant, because there are
differences between women and men in the diagnosis of
acute coronary syndrome treated by emergency percutane-
ous coronary intervention by age (women older), higher
rate of multi-vessel disease in women, chronic kidney dis-

ease, acute heart failure by Killip IV at presentation etc.
Learning clinical case of myocardial infarction in young
women with coronaropathy possible due to hereditary dis-
eases.

Key words: acute myocardial infarction, young wo-
men, coronary angiography, Pierre Robin syndrome.

Background. “To be, or not to be...” myocardial
infarction at a very young age and in women? — ... -
that is the question” (Hamlet, Act III, Scene 1). Dr.
A.Gupta [13] said that various national campaigns
launched in recent years have focused on young women
with acute myocardial infarctions (AMI). At the same
time although AMI mainly occurs in patients older than
45, young men or women can suffer AMI and fortu-
nately, its incidence is not common in patients younger
than 45 years [6]. It is known that AMI at a young age
is commonly characterized by evidence of multiple
cardiovascular risk factors and by a favorable prognosis
in short- and medium-term follow-up [1].

As an example each year more than 30,000
women younger than 55 years of age are hospitalized
with AMI in the USA [13], but the authors said
about AMI admissions for patients in subgroups of
age (30-34, 35-39, 40-44, 45-49, and 50-54 years of
age — because its incidence is not common in pa-
tients younger than 45 years), sex (women and men),
and race (white and black) [14] and the causes of MI
among patients aged less than 45 can be divided into
four groups: 1) atheromatous coronary artery dis-
ease; 2) non-atheromatous coronary artery disease;
2) hyper-coagulable states; 4) MI related to sub-
stance misuse. But another authors [9] associate
pathophysiology of AMI in teenagers and young
adults which is varied but not usually due to athero-
sclerotic plaque rupture except for those with geneti-
cally predetermined or familial hyperlipidaemias.
AMI in a young healthy female without significant
traditional risk factors is uncommon and spontaneous
coronary artery dissection, though an infrequent
cause of acute myocardial infarction, is an increas-
ingly recognized etiology in young, otherwise
healthy females [8]. An important role is belongs by
the study of the impact of association between vari-
ous gene polymorphisms and the phenotypic expres-
sion of AMI - ApoE polymorphism (presence of
epsilond allele) appears to be a strong independent
predictor of adverse events, suggesting a remarkable
influence in the accelerated coronary disease [1].

Objectives. The aim of our report is one case of
acute myocardial infarction involving the anterior
interventricular branch of left coronary artery in
healthy young females with genetic risk factors.

Methods. The case report in this review illus-
trates an AMI in a young woman that was to objec-
tify performing electrocardiography (ECG), cardiac
troponin assay, echocardiography (EchoCG), and
coronary angiography.

Results. AMI in the teenage years of life is a
rare phenomenon and it’s more rare in patients who
have no risk factors or comorbid conditions or nor-
mal coronary arteries [10]. A case of AMI in a young
woman (26 years) without familial, inherent, or ex-
traneous risk factors but in case of genetic pathology
(“Pierre Robin sequence” (PRS), also referred to as
“Pierre Robin malformation”, “Pierre Robin malfor-
mation sequence”, “Robin sequence”, “Pierre Robin
syndrome”, and “Pierre Robin anomalad”, which
consists of three essential components: 1) microg-
nathia or retrognathia, 2) cleft palate (usually U-
shaped but sometimes V-shaped), 3) glossoptosis,
often accompanied by airway obstruction) is pre-
sented. We have not information about communica-
tion between AMI and PRS, but upper airway ob-
struction may occur at anomalies of development
(PRS) [11].

At admission complaints of general weakness
shortness of breath, chest pain, which give the left
shoulder — patient appealed for help to the doctor GP
after four and half hours and after recording an ECG
went by sanitary transport to Chernivtsy Cardiologic
Center (PCI able). From history: in April 2015 noted
the short-term pain behind the breastbone, ECG were
normal. In June 2016 emotional stress again after
having chest pains, lasting about 30 minutes, passed
examination - EchoCG (mitral valve prolapse). On
admission patient showed typical levels of troponin
test (1820 ng/L), ECG (ST segment elevation in
leads I, aVL, V,-Vgand QS waves in leads V,-V,),
EchoCG (left ventricular ejection fraction is 55 %
with anterior wall hypokinesis), coronary angio-
graphy (were detected hemodynamically significant
stenosis and signs of parietal thrombus in the proxi-
mal anterior interventricular branch of the left coro-
nary artery)) and after this was implanted stent with-
out drug coverage (BMS) with a diameter of 3.0 mm
and a length of 22 mm (pict. 1). Peculiarity of our
case should also be considered as standard showing
of sex hormones (our patient showed the level of sex
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Fig. 2. Electrocardiogram of the patient at presentation and cardiac catheterization pictures of proximal LAD before and after

stent placement in case of Wellen’s syndrome [7]

hormone it’s a normal for testosterone 1,26 nmol/L
(normal level for young woman is 0,290-1,67 nmol/
L), progesterone 1,21 ng/mL (normal level for young
woman is depends on the phase of the cycle 0,2-1,5 /
0,8-3,0 / 1,7-27,0 ng/mL), not significantly increased
prolactin 23,58 ng/mL (normal level for young
woman is 4,79-23,3 ng/mL), sex hormone binding
globulin (SHBG) 127,4 nmol/L (normal level for
young woman is 32,4-128,0 nmol/L), free androgen
index as a total testosterone/SHBG 0,99 units
(normal level for young woman is 0,297-5,62 units),
dehydroepiandrosterone sulfate (DHEA-s) 209,2 ug/
dL (normal level for young woman is 98,8-340,0 ug/
dL), anti-mullerian hormone 2,63 ng/mL (normal
level for young woman is 1,83-7,53 ng/mL). Conse-
quently sex hormones are not relevant in this case
with AMI in young women.

The anterior interventricular branch of left coro-
nary artery (the left anterior descending artery - also
LAD, anterior interventricular branch of the left
coronary artery, or anterior descending branch) also
known as the “widow maker” and popular problems
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of Wellen’s syndrome with typically ECG features
(pict. 2) [7]. This patient presented with “Type 1” or
“A” Wellens’, which comprises 25 % of cases and
has biphasic T waves in lead V2 and V3, other pa-
tients with syndrome Wellens’ demonstrated “Type
2” or “B” syndrome Wellens’, which is deeply in-
verted, symmetrical T waves in predominantly V2
and V3 (75% cases of syndrome Wellens’) [7], that
was different from our case.

In the same time in “Pierre Robin syndrome”
mutations in the COL2A1 or COL11A1 genes cause
connective tissue dysplasia that results in a short
ramus and antegonial notching of the mandibular
body and subsequent micrognathia [12]. Mutations
in the collagen type II alpha-1 gene (COL2A1) have
been reported to be responsible for a series of abnor-
malities, known as type II collagenopathies, and 16
definite disorders have been described to be associ-
ated with the COL2A1 mutations [5].

Obstruction of upper airway may occur at
anomalies of development (“Pierre Robin syndrome”
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HHPAPKT MUOKAPJIA Y MOJIOABIX )KEHIIMH - KA3YUCTHKA WU PEAJIBHOCTH?
KJIMHUYECKUN CJIYYA

B.K. Tawyx*, I.0. Makosuiiuyx”, /I.H. Onogpeiiuyx’, M.1O. JJauenxo®, B.A. leguyx”

Pe3srome. [Ipobnema nHdapkTa MUOKapaa y *EHIIMH MOJIOZOTO BO3PAcTa SABISETCS aKTyalbHOM, CYIIECTBYIOT pa3it-
YHsl MEXAY JKeHIIMHAMH ¥ MY>KYMHAMH B OOBEKTUBH3AIMN OCTPOr0 KOPOHAPHOTO CHHAPOMA, PACIPOCTPAHEHHOCTH IKCT-
PEHHOTO TPaHCKYTaHEAJbHOTO KOPOHAPHOTO BMEMIATENbCTBA, B PACIPEAEICHUH M0 BO3PACTy (KEHIIMHBI cTapiie), bonee
BEICOKOM YPOBHE MHOKECTBEHHOTO ITOPAXKEHHSI KOPOHAPHBIX COCY/I0B, HAJIMYMS XPOHUUECKUX 3a00IeBaHMi OYEK, OCTpO
cepreunoii HenocrarounoctH Killip IV npu nocryruiennu u t.1. [IpencraBieHHbIH KIMHIIECKHH cIydail HH(papKTa MHOKa-
pla y MOJIOJIOH JKEHIIMHBI C KOPOHAPONATHEH BOZMOXKHO CBSA3aH C HACJIEACTBCHHBIM 3a00/1€BaHHEM.

KoroueBrble cioBa: ocTpslit HH(ApKT MHOKapa, MOJIOJbIE )KEHIINHbI, KopoHaporpadus, cunapom I1sepa Pobuna.

IH®APKT MIOKAPJA Y MOJIOJUX KIHOK - KA3YiCTUKA YU PEAJIBHICTh?
KJITHIYHUI BUITAJTOK

B.K. Tawyx*, I.0. Makosiituyk”, /I.I. Onogppeiiuyx”, M.IO. [Jauenxo®, B.A. Ileguyx”

Pe3rome. [IpoGiiema iHpapkTy Miokapa y 5KiHOK MOJIOJIOTO BiKYy € aKTyallbHOIO, ICHYFOTh BiJIMIHHOCTI MiX JKiHKaMH i
YOJIOBiKaMH B 00 €KTHBI3aLlil rOCTPOro KOPOHAPHOTO CHHIPOMY, HOLIUPEHOCTI EKCTPEHHOTO TPAHCKYTAHCAIBHOTO KOPOHA-
pHOrO BTpYyYaHHs, y PO3MOALTI 332 BiKOM (3KIiHKM CTapiii), OiIbII BUCOKMM DIBHEM MHOXXHHHOTO ypPa)KeHHs KOPOHApPHUX
CyJMH, HAsIBHOCTI XpOHIYHHX 3aXBOPIOBaHb HUPOK, rocTpoi cepienoi HegocraTHocTi Killip IV mig yac HamxomkeHHs 1 T.11.
[IpencraBnennii KIiHIYHUN BHMANOK iH(pAPKTy MioKapla B MOJOAOI IHKH 3 KOPOHAPOIATI€I0 MOXKJIHMBO IOB'S3aHUH 3i
CIa/IKOBIM 3aXBOPIOBAHHSM.
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