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lMpeacraBaMe KNWHWYEH criydal Ha Mmiaga xeHa Ha 19 r., koaTo noctbnea B CnelwHoTo otgenexne Ha BMA npes
centemBpu 2023 1. ¢ onnakeaHus oT cbpLebueHe, rageHe, NoBpbLUaHe, 3agyX v peanuavpar cuHkon. Crneg npoBefeHuTe
KIMHUYHM, NabopaTopHM U MHCTPYMEHTAMHY U3CNeBaHNs Ce YCTaHOoBsIBa OCTbP MUokapaeH uHdapkt (OMU) cue ST-
enesauust (STEMI) Ha choHa Ha noBuLeHN HMBa Ha 061 (TC) 1 HuckonmbTHOCTEH Xonectepon (LDL) v Tpurnuuepuan
(TT). OT aHamHe3aTa HaMa [JaHHM 33 J0Ka3aHa XMNepxonecTeponemus o To3u MoMeHT. CryyasT e MHTEpeceH nopaau
MrnajaTta Bb3pacT Ha MauueHTkaTa, HamuumMeTo Ha npeanonaraema amuiHa Xunepxonecteponemmst Kato pUCKOB
taktop (P®) 3a aTepockneposa B OTCLCTBUETO Ha Apyrv PO kato 3axapeH auabert (3[) v apTepuanHa xunepToHus
(AX).

OMMW cbe ST-enesauus (STEMI), xunepxonecteponemus, Miaaa Bb3pacr, KEHCKM Non

[-p Cranucnasa bapakosa, BoeHHoMeauumHCKa akapemust — Codpus, 6yn. "T. Cocomitckn” Ne 3, 1606 Codons,
GSM:+359884050477, e-mail: stanislavabarakova@gmail.com

Abstract. We present a clinical case of a 19-year-old young woman who was admitted to the Emergency Department of the Medi-
cal Military Academy in September 2023 with complaints of palpitations, nausea, vomiting, a shortness of breath and a
previous syncope. After the conducted clinical, laboratory and instrumental tests, an acute myocardial infarction (AMI)
with ST-elevation (STEMI) was established in the presence of increased levels of total (TC) and low-density cholesterol
(LDL) and triglycerides (TG). There was no indication of hypercholesterolemia up to this point from the anamnesis. The
case is interesting because of the young age of the patient, which suggests familial hypercholesterolemia (FH) as a risk
factor (RF) for atherogenesis in the absence of other RF, such as diabetes mellitus (DM) and arterial hypertension (AH).
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BbBEOEHMUE INTRODUCTION

OcTtpuTe cbpaeyHo-cbaoBm 3abonseaHusa (CC3) n e Acute cardiovascular diseases (CVD), in particular
YaCTHOCT OCTpPUAT kopoHapeH cuHapom (OKC), ca coum- acute coronary syndrome (ACS), are socially significant
arHo 3Hauymmm 3abonsBaHus no uenua ceat. Hapacrea- diseases worldwide. The increasing incidence of ACS
waTta yectota Ha OKC cpep naumeHTuTe B Mnaga Bb3- among patients at a young age warrants the increased
pacT Hanara MOBULLEHO BHUMaHME Ha MEAULMHCKUTE attention of medical professionals due to the risk of di-
cneumanncT nopagu puck oT AMarHOCTUYHU NPOMYCKHU, agnostic errors, since the young population does not

This is an open access article distributed under the terms of the Creative Commons Attribution License (CC BY 4.0), which permits unrestricted
use, distribution, and reproduction in any medium, provided the original author and source are credited.
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Tb KaTo MMagaTta nonynaums OOMKHOBEHO He ce
npencrtassa ¢ TpaguumoHHuTe P® 3a atepocknepoasa.
HabntogaBa ce BapMabUITHOCT B KITMHUYHATA KapTuHa
npv Te3n NaumeHTw.

LlenTta Ha onucaHns KIMHMYEH criyvan e Aa Haco4un
BHMMaHMETO KbM OCOBEHOCTUTE B PUCKOBMS Mpodhun,
KNMHWYHOTO NpeacTaBsiHe U pesynTatuTe OT AMarHoc-
TUYHUTE TECTOBE NMpW MMaan naumeHTn cbe STEMI.

McxemuuHaTta 6onect Ha cbpueto (MBC) Bogn oo
3HauMTenHa 3abonsgemMoct M cMbpTHOCT [1]. [aHHu,
ny6nvkyBaHn oT HauuoHanmHusa LeHTbp Mo 34paBHa
MHdopMauus kbM MUHUCTEPCTBOTO Ha 3apaBeonasBa-
HeTO, paskpuBaT TPeBOXHa cTatucTuka 3a CC3 B bbn-
rapusi. 66% ot obuiata CMbPTHOCT ce aAbimku Ha UBC,
B ToBa yncrio OMWUM n AX, kakTo 1 Ha MO3b4YyHOCHA0BA
oonect (MCBE) [2]. OMW e HexapaKTepeH npu mnaau
nauneHTn. PasnnyHmn P® morat ga nmat Bpb3ka ¢ 13si-
Bata Ha OKC npu tax [3].

KNWUHWYEH CNYYAH

MpenctaBame cnyyasa Ha 19-roguilHa XeHa, KOsiTo
noctbnea B CnewHoto otaeneHme Ha BMA —Codumg,
npes centempun 2023 I. ¢ onnakBaHUs OT cbpLebueHe,
rafieHe, NoBpblLUaHe, 3agyX U peanuanpaH CUHKOM HS-
KOMKO Yaca npeau Tosa. [auneHtkaTta oTpuyda npuapy-
XaBawu 3abonssaHus (3) 1 npuem Ha MeguKaMeHTw.
CbobLyaBa 3a exkeaHeBHa ynoTpeba Ha eHeprumHn Ha-
NUTKW, TIOTIOHOMYLLIEHE U HApPKOTMYHa 3roynotpeba B
MUHANoTO, OTpUYa NpUeM Ha NCUXOAKTUBHU BeLLeCcTBa
(MAB) n ankoxon. lMauuneHTkata e ¢ pammnHa obpe-
MeHeHocT (PO) 3a MBC — Gawata uma peanusnpaH
OMW Ha 37-roguwiHa Bb3pact. Enektpokapguorpama-
Ta (EKI) npy noctenBaHeTO Noka3Ba CUHYCOB PUTHM
CbC CcbpaevHa yecTtoTta (CH) 84 ya./min, nepcuctmpa-
wa ST-eneBauusa B otBexaanusa |, avl, V2, V3, c orne-
naneH obpas — ST-genpecust B JOMHUTE OTBEXAAHMSA

(cour. 1).
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usually present with traditional RF for atherogenesis.
Variability was observed in the clinical presentation of
these patients.

The purpose of the reported clinical case is to
draw attention to the peculiarities in the risk profile,
clinical presentation and results of diagnostic tests in a
young patient with STEMI.

Ischemic heart disease (CHD) results in signifi-
cant morbidity and mortality [1]. Data published by the
National Center for Health Information at the Ministry
of Health reveal alarming statistics about CVD in Bul-
garia. 66% of the total mortality is due to CHD, includ-
ing AMI and AH, as well as cerebrovascular disease
(CVD) [2]. AMI is uncommon in young patients [3].
Various RF may be associated with the occurrence of
ACS in them [3].

CLINICAL CASE

We present a clinical case of a 19-year-old wom-
an who was admitted to the Emergency Department
of the Medical Military Academy-Sofia in September
2023 with complaints of palpitations, nausea, vomiting,
a shortness of breath and a syncope several hours be-
fore that. The patient denies comorbidities (CO) and
medication intake but reported daily use of energy
drinks, smoking and drug abuse in the past, denied
intake of psychoactive substances (PAS) and alcohol.
The patient has a family history of CHD — a father with
a realized AMI at the age of 37. The electrocardiogram
(ECG) on admission showed sinus rhythm with a heart
rate (HR) of 84 bpm, persistent ST-elevation in leads
I, aVL, V2, V3 and ST-depression in the inferior leads

(Fig. 1).
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®ur. 1. EKI npu noctbnBaHeto — ST-
enesauus B |, aVL, V2, V3 oTtBexagaHus

Fig. 1. ECG on admission: ST-elevation
inleads |, aVvL, V2, V3
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C. bapakoea u dp.

Exokapanorpagusata (ExoKIlN) nokasea centanHa
AVCKMHE3NS N BbPXOBa XUMO- OO aKMHEe3ns U NeKo Ha-
ManeHa dpakumsi Ha nstnacksane (PW) Ha nsBara Ka-
mepa (JIK) 47% (dwr. 2).

OT nmbnHata kpbBHa kaptuHa (MKK) e Hanuue nes-
kouutosa (WBC — 20.1.109/L) n TpomboumnTo3a (PLT —
625.109/L). BroxummyHuTe M3cnenBaHus nokaseat 3a-
BULLUEHN €H3UMM 3a MunokapgHa Hekposa: CK — 538 UL,
CK-MB - 33 U/L, Bucoko4yBcTBuTeneH TponoHuH (hsTPI)
— 0,3817 ng/mL; gucrnunugemust cbC 3aBuieHn: TC
— 12.97 mmol/L, LDL xonectepon — 8.49 mmol/L n T
— 4.72 mmol/L. OT nokasatenute Ha xemocrasara —
D-aumep — 1.37 pg/ml, dpmbpuHoreH — 6,16 g/L (tabn. 1).
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The echocardiography (EchoCG) showed septal
dyskinesia and peak hypo- to akinesia and a mildly re-
duced left ventricular (LV) ejection fraction (EF) of 47%
(Fig. 2).

From the complete blood count (CBC) on admis-
sion, leukocytosis (WBC — 20.1) and thrombocyto-
sis (PLT — 625.10) were present. Biochemical tests
showed elevated enzymes for myocardial necrosis:
CK - 538 U/L, CK-MB — 33 U/L, high-sensitive tropo-
nin — 0.3817 ng/ml, dyslipidemia with elevated TC —
12.97 mmol/l, LDL cholesterol — 8.49 mmol/l and TG
— 94.72 mmol/l. From the indicators of hemostasis —
D-dimer — 1.37 ug/ml, fibrinogen — 6.16 g/L (Table 1).
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Fig. 2. EchoCG on admission
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Ta6nuua 1. PesyntaTtu ot nabopaTtopHuTe UscrneaBaHUA NpU NOCTbLMNBaHETO
Table 1. Results of laboratory tests at admission

Pe3yntart PechepeHTHU cTOMHOCTU
Mokasaten Indicator
Result Normal range
Jleskouutn (WBC) Leukocytes (WBC) 20.1 3.5-10.5.10%L
XemornobuH (HGB) Hemoglobin (HGB) 116 120-160 g/L
Tpom6ouunTn (PLT) Platelets (PLT) 625.0 140-440.10%/L
KpeatuHdocdokunHasa (CK) — cepym Creatine phosphokinase (CK) - serum 583 15-180 U/L
KpeatuHdocdokuHasa (CK) — MB Creatine phosphokinase (CK) - MB 33 1-24 U/L
BuicokouyBscTBuTENEH TponoHuH — hsTPI High-sensitive troponin - hsTPI 0.3817 0.0-0.0198 ng/mL
Xonectepon Total cholesterol 12.97 1-5.2 mmol/L
BucokonnbTHOcTeH nunonpotenH (HDL) | High density lipoprotein (HDL) — choles- 154 1.0-3.0 mmol/L
— Xonecrepon terol
)I;I:;gg::;(;r:OCTeH nunonpotenH (LDLc) — 1_;\3/' density lipoprotein (LDLc) - choles- 8.49 1.9-3.6 mmol/L
Tpurnuuepuan Triglycerides 4.72 0.30-2.10 mmol/L
KpeatuHuH — cepym Creatinine — serum 111.0 58.0-100.0 pmol/L
C-peakTuBeH npotenH (CRP) C-reactive protein (CRP) 0.34 0-5.0 mg/L
MykoYHa kucenuHa — cepym Uric acid — serum 297.0 155-357 pmol/L
. | o sueig omene (ISH)-ehe- | 6.2a4
O-onmvepn (DD) D-dimer (DD) 1.37 0-0.5 pg/mL
PubpuHoreH (FIB) Fibrinogen (FIB) 6.16 2-4.5g/lL
MpoTpom6uHoBO Bpeme — INR INR 1.0 0.7-1.3 INR
[Mpn n3BbpLIEHaTa Mo CMELUHOCT CenekTUBHA KOpo- An emergency selective coronary angiography
HapHa aHruorpadgums (CKAIN) ce ycTaHOBW €OHOKITOHOBA (SCA) revealed single-branch coronary disease: left
KOpOHapHa OomnecT: nsBa npegHa AecueHdeHTHa apTte- anterior descending artery (LAD) — with total thrombot-
pusi (LAD) — ¢ ToTarnHa TpoMBOTMYHa OKITy3usi B MPOKCU- ic occlusion in the proximal segment with baseline TIMI
ManeH cermeHT ¢ uaxogeH TIMI 0 kpbBoTOK (chur. 3). 0 blood flow (Fig. 3).

®ur. 3. VaxogHa Haxogka ot CKAI: ToTanHa TpomGoTuyHa
OKny3ust B MpokcumaneH cermeHT Ha LAD c wmsxogeH TIMI 0
KpbBOTOK (0T Npoekumsa LAO Caudal — ,spider view*)

Fig. 3. Initial finding from the coronary angiography: a total
thrombotic occlusion in the proximal segment of LAD with base-
line TIMI 0 blood flow (from LAO Caudal — ,spider view")
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C. Bapakosa u 0Op.

MauyeHTkata 6e obCbaeHa Ha CbpAeyeH TMM KaTo
rnokasaHa 3a MHTEPBEHUMOHAIHO neveHne u ce nposeae
MbpBUYHA NEPKyTaHHa kopoHapHa uHTepBeHumst (MK,
PPCI) c vmnnaHTaums Ha 1 MeaukameHT-U3mbYBaLL, CTEHT
(MAC, drug eluting stent — DES) Ha LAD c ontumaneH
HEMOCPEeACTBEH aHrMorpadpckn pesyntar M Bb3CTaHOBEH
TIMI Il kpBOTOK B Cbaa (hur. 4).

Mo Bpeme Ha OGOMHWYHWUSI MPECTON MauMeHTKaTa e
©0e3 peunamB Ha rpbaHa bonka, 6e3 NposiBK Ha ocTpa ne-
BOCTpaHHa cbpaeyHa HegoctatbyHocT (OJ1CH), 6es peru-
CTpUpaHN pUTbMHO-TIPOBOAHM HapyLueHus (PIMH). Habnto-
[jaBa ce MakcUMareH U3nvB Ha eH3nMUTe 3a M1okapaHa
Hekposa ao 5722/539 U/L — CK/CK-MB, 1 BMCOKOCEH3M-
TUBEH TPOMOHWH Haza 24.9980 ng/mL cbC cucteMeH cnag
B AvHamuka. EKI B guHamumka ocTtaHa ¢ nepcuctupalla
ST-eneauusita B otBexgaHus |, avl, V1-V3. OT koHTpor-
Hata ExoKI™ nmalue ganHm 3a JIK cuctonHa ancdyHkums ¢
HamaneHa ®U 32% n odopmeHa Bbpxosa JIK aHeBpr3ma
C HarmM4eH CroHTaHeH eXoKoHTpacT. MNauneHTkata 6e us-
nMcaHa B XeMOAMHaMWUYHO CTabUIMHO CbCTOSIHUE C OBON-
Ha aHTuarperaHTHa Tepanua (DAPT) 3a goma, BkovBa-
La auetuncanuumnoBa kucenuHa un P2Y12-peuentopeH
WHXNOUTOP — TUKarpenop, 3a 12 mecela, KakTo U UHTEH-
3udmLMpaHa NMNEOoNOHKaBaLLaTa Tepanmsi C po3yBac-
TatuH 1 e3eTMMmnG, SGLT2-MHXMOUTOP 1 MUHEPArKopTU-
kongeH peuentopeH orokep (MRA). MNopagy CknoHHoCT
KbM XWUMNOTOHMSA He Be fobaBeH 6eTa-6rokep KbM Tepanu-
sTa. Na4umcnm ce DUTCH score 3a chamunHa xvnepxoriec-
Teponemus (FH) — 8 1., nopagm koeto naumeHTkarta belue
Haco4eHa 3a MPOBEXAAHe Ha FEeHETUYHN U3CrenBaHns 3a
[0Ka3BaHe Ha hamuIiHa X1NepxXorecTeporeMmsi, Kakto 1
[OOMbITHUTENHO 3a Tpombodunus. MNMpenopbya ce npocre-
[OsiBaHe Ha nunuaHust npodonn crieq, 3 MeceLa u NpeueHka
3a BkrtouBaHe Ha PCSK9-mHxmnbutop.

The patient was discussed on a cardiac team as in-
dicated for interventional treatment and primary percu-
taneous coronary intervention (PPCIl) was performed
with implantation of 1 drug-eluting stent (DES) in LAD
with optimal immediate angiographic result and re-
stored TIMI Il blood flow in the vessel (Fig. 4).

During the hospital stay, there was no recurrence
of chest pain, no manifestations of acute left-sided
heart failure (ALHF), no registered rhythm-conduc-
tion disorders (PEARLS). A maximum effusion of en-
zymes for myocardial necrosis up to 5722/539 U/L
— CK/CK-MB and a high-sensitivity troponin above
24.9980 ng/mL, with a systemic decline in dynamics
were observed. ECG in dynamics remained with per-
sistent ST-elevation in leads |, aVL, V1-V3. From the
control echoCG LV systolic dysfunction with reduced
EF of 32% and formed apical LV aneurysm with
available spontaneous echocontrast were observed.
The patient was discharged in hemodynamic sta-
ble condition with dual antiplatelet therapy (DAPT),
including acetylsalicylic acid and P2Y12 inhibitor —
ticagrelor for 12 months, as well as intensified lip-
id-lowering therapy of rosuvastatin and ezetimibe,
an SGLT2-inhibitor, and a mineralocorticoid receptor
blocker (MRA). Because of a tendency of hypoten-
sion, no beta-blocker was added to the therapy. The
estimated DUTCH score for familial hypercholester-
olemia (FH) was 8 points. Therefore, advice was giv-
en to carry out genetic testing for evidence of FH,
as well as of thrombophilia. A follow-up of the lipid
profile after 3 months and an assessment for the in-
clusion of a PCSK9-inhibitor were recommended.

®dur. 4. PuHaneH pesyntat cneq ussbplueHa PPCIl Ha LAD c 1
MWC, Bb3ctaHoBeH TIMI Ill kpbBOTOK B cbAa (0T npoekuust RAO
Cranial)

Fig. 4. Final result after PPCI and implantation of 1 DES in the
proximal segment of LAD with restored TIMI Il blood flow in the
vessel (from RAO Cranial)
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OBCBXAAHE

MauuneHTkata ce npeactass cbe STEMI kaTto nbp-
Ba nssaea Ha BC, 6e3 Hann4yme Ha 3. ChoblyaBa 3a
@O 3a MIBC, Ho He e nocellaBana obLLoNpaKTKyBalLLl
nekap (OlMJ1) 3a npocmnakTUyYHW Nperneam n He ca yc-
TaHoBeHM nosuweHn HMBa Ha TC, LDL n TI go T103mn
MOMEHT. He3aBncMMO OT Bb3pacTTa, TakuBa cry4vau
buxa mornu ga 6baart npegoTBpateHu unu ga 6vae
HamarneHa TexecTTa MM, ako Ce M3BbpLUBaT PegoBHU
npodunaktnyHu npernegm npu ONMJ1, yctaHoBaT ce PO
3a VIBC v ce npegnuwe Heobxogumarta B TE3N criydaum
Tepanus Tepanus [2].

OKC ce getuHmnpa kaTto cnekTbp OT CbCTOSIHUSA,
CBbP3aHU C peayKuMsi Ha KPBbBHMS MOTOK KbM CbpLIETO.
ToBa MoXe da goBede A0 HEKpo3a Ha Kapguommoum-
TnTe n passutne Ha OMU. TepmuHbT OKC ce nanons-
Ba Npv NaumeHTn C JoKa3aHa MM Nnogo3vpaHa uncxe-
Mus/MHpapkT Ha muokapaa. OKC ce knacudumumpa Ha
OMU c nepcuctupawia ST-enesaumsa (STEMI), OMA
6e3 nepcuctupaita ST-eneaums (NSTEMI) n HecTa-
ounHa cteHokapgusa [3]. OMU moxe ga 6bae nbpsa
n3sea Ha CC3 npu BcsAka Bb3pacT, JOPWU Npuy funca Ha
aHamHe3a 3a 13 [2].

CoblecTByBaT pasnuynst B nuTepaTypara, CBbp3a-
HU ¢ geduHnumaTa Ha nauyneHTute ¢ OKC, kouTo ce
npuemar 3a mnagu. Marmexaa, Yye Bb3pactta oT 45 1.
€ npveTa 3a pasrpaHvyaBalla Mragu OT Bb3pacTHU
nauneHtn ¢ OKC [4]. Bbnpekn ye OMW 3acsra npego-
MWHAHTHO Bb3pacTHM NauUMEHTU, MPOy4YBaHUS MOKa3-
Bart, 4e 2-10% OT BCUYKM XOCNUTanmn3npaHn naumneHTn
¢ OMW ca nopa 45-roguiiHa Bb3pacT [5]. HesaBucmumo
OT roriemMmnsa HanpegbKk B pa3bupaHeTo u TepaneBTUy-
HoTo noBegeHue npu OKC nutepaTypHUTE U3TOYHULN,
dokycupawm ce kbm OKC npu mnagu naumeHTn, ca
HegocTaTb4Hu [6]. MNocnencteusaTa ot STEMI moraTt ga
ObaaT paspyLlumTenHu, ocobeHo nNpu Mnagu naumeH-
TW, Nopaan No-ronsaMoTo Bb3AENCTBME BbPXY TsAXHaTa
ncmxonorusi, paboTocnoCobGHOCT U NPOABIHKUTENHOTO
HaToBapBaHe BbpXy couuanHata MKOHOMWUKa W 34paB-
HaTa cuctema [6].

P® 3a OKC moraT ga ce pasgenst Ha Kopurupyemm
(avcnunuoemus, AX, 3[, TioTioHOMyLeHe, 3aTNbCTSBa-
He) n Hekopurmpyemn (PO, MBXKKM Momn 1M Bb3pacT Hag
45 . 3a Mmbxe 1 Hag 55 r. 3a xeHun) [7]. PO npu mnagm
naumeHtTn cec STEMI morat fa ce pasnuyaear OT Te3un
npv Bb3pacTHu naumeHTn [3]. MNMpoy4ysaHe B LLBenuapus,
nposeaeHo cpen 27 naumeHtn nog 30 r, NpexuBenu
STEMI, nokassa, 4e ocHOBHUTE P® ca MbXKuU rnon, Tro-
TIOHONYyLWeHe, ancnunuaemusa n OO 3a nNpexaeBpemMeH-
Ha n3saBa Ha CC3 (nog 65-roaviiHa Bb3pacT 3a XeHuTe
n nog 55 r. 3a mbxete) [3]. pyro npoyyBaHe, npoBese-
HO Mpv naumeHTn nog 40-roamiiHa Bb3pacT, NOCTbNN
B CMEeLUHO OTAeneHue ¢ kaptuHa Ha STEMI, 3a nepuopg
OT 7 roguvHN NoKasea CregHoTo pasnpeerieHne Ha puc-
koBute dpaktopu: 81% TroTioHONyLeHe, 40% DO, 26%
AX, 21% pucrnunugemus [8] CurHndukaHTHO No-4ecTu
npv MnaguTe nauneHTy ca mognduumpyemmte PO — Tio-

DiscussIiON

The patient presented with STEMI as a first man-
ifestation of CHD, without the presence of comorbidi-
ties. She reported a family history of CHD, but had not
seen a general practitioner (GP) for preventive exam-
inations, and no elevated cholesterol and triglyceride
levels had been detected to date. Regardless of age,
such cases could be prevented or their severity re-
duced, if regular preventive examinations were carried
out by the GP, RF for CHD were established and ap-
propriate necessary therapy was prescribed [2].

ACS is defined as a spectrum of conditions associ-
ated with reduced blood flow to the heart. This can lead
to necrosis of the cardiomyocytes and the development
of myocardial infarction. The term ACS is used in pa-
tients with proven or suspected myocardial ischemia/
infarction. ACS is classified as: persistent ST-elevation
AMI (STEMI), non-ST-elevation AMI (NSTEMI), and
unstable angina [3]. AMI can be the first manifestation
of CVD at any age, even in the absence of a history of
CVD [2].

There are differences in the literature regarding the
definition of ACS patients who are considered young.
An age of 45 years appears to be accepted as dis-
tinguishing young from elderly patients with ACS [4].
Although AMI predominantly affects elderly patients,
studies have shown that 2-10% of all hospitalized AMI
patients are under 45 years of age [5]. Despite great
advances in the understanding of and therapeutic be-
havior towards ACS, the literature focusing on ACS in
young patients is insufficient [6]. The consequences
of STEMI can be devastating, especially in young pa-
tients, due to the greater impact on their psychology,
work capacity, and the prolonged burden on the socio-
economic and healthcare system [6].

The RF for ACS can be divided into correctable (dys-
lipidemia, AH, DM, smoking, obesity) and non-correct-
able (familial predisposition (FP), male gender and age
over 45 years for men and over 55 years for women) [7].
RF in young patients with STEMI may differ from those
in older patients [3]. A Swiss study conducted among 27
patients under 30 years of age who experienced STEMI
showed that the main RF were male gender, smoking,
dyslipidemia and FP for premature onset of CVD (under
65 years of age for women and under 55 years of age for
men) [3]. Another study conducted in patients under 40
years of age presenting to the emergency department
with a picture of STEMI over a 7-year period showed
the following distribution of RF: 81% smoking, 40% fami-
ly predisposition, 26% AH, 21% dyslipidemia [8]. The
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TIOHOMYLUEHE, AMCnMNuaemMms n obeanTac, B NpOTUBOBEC
AX n 3[1 3aemart penatmBHo HUcbk asan [9, 10]. Mogyep-
TaBa Ce porsita Ha THOTHHOMYLLEHETO KaTo OCHOBEH MO-
anduumpyem PO cpen mnagute naumeHtn ¢ OMW, kato
OCBEH NOTEHLMPAHE Ha aTePOCKNEPOTUYHUS MPOLIEC, TO
On MOrmo ga goeede A0 BPEMEHHa MbiHa 06CTpyKumMs
n/vnn TpoMbo3a Ha KOpoHapHa apTepus B pe3ynTaT Ha
apTepuaneH Basocnasbm [9].

OucnunuaemusnTa e ocHoBeH P® 3a pa3BuTtreTo Ha
atepockneposa n CC3 [13]. MNpeacTtaensea 3abonsea-
He, CBbP3aHO C HapylleHus B nNunuaHus metabonu-
3bM. OCHOBHO Ce xapakTepusnpa CbC CnegHuTe narto-
NOrMYHKN OTKNOHeHUs: noBuweHn TC, LDL xonecTtepon
n TI n HamaneH HDL xonectepon [14]. YecToTaTta Ha
HapylleHuaTa B nunuaHust metabonm3bM HapacTBa
cpen mnagute nauveHTu [15]. ma 3HaumTenHu goka-
3aTencTBa, Ye nunuaHuTe 3abonsBaHusa ca acoummpa-
HM CbC CYOKNMHMYHA aTepocKneposa, KOeTo 03Ha4aBa,
Yye aTepoCKNePOTUYHMAT NPoLIEeC 3anoyea Aa ce passu-
Ba B paHHWUTE eTanu oT xuBoTa [16].

B nutepatypata ce nogdepraBa BucoKata 4ecTo-
Ta Ha gucnunuaemus npy naumeHtn ¢ OMU nog 45 .
[11]. Bbnpekn npoTnBopeYMBUTE OaHHM 3a ponsTa Ha
ancnunugemudata kato P®, cneumanHo npu mnagm
nauvMeHTn, B eQVH MeTaaHanms Ta ce onpegenst Kato
ronsam P®, ocobeHo BUCOKUTE CepyMHU HMBa Ha LDL
xonectepona [9]. Okasea ce, Ye MnaguTe naumMeHTuTe
¢ OMWU umat no-Bucoku HuBa Ha cepymHute TI, LDL
n TC un no-Huckm HmBa Ha cepymeH HDL, B cpaBHe-
Hue ¢ no-Bb3pacTHuTe nauneHtn ¢ OMW. OceeH ToBa
Te3n aBTOpW pPerncTpupar BUCOKO HMBO Ha HeguarHo-
cTMuupaHa gucnunugemusi. B gucepraumoHeH Tpya,
cpaBHsBaL, puckoBus npodun npu naumeHtn ¢ OMA
nog n Hag 45 roguHu, npeobnagasawute PO B yana-
Ta npocregeHa nonynaums naumeHT ca MbXKUAT Non
(77,9%), AX (84,3%) n gucnunugemusTa (88,3%) [12].

HabntopaBa ce no-Bucoka 4yectota Ha OMW npu
MIiaam nNaumeHTn, KoMTo MMaT U HETPAAULIMOHHM 3a aTte-
poreHe3a P® kaTo ynotpebara Ha KokavH, CMIOHTaHHa Ko-
poHapHa apTepuanHa gucekauus, 6onect Ha Kawasaki,
dakTop V Leiden, H1CKM HMBA Ha eCTPOreH 1 NpMem Ha
opariHn KOHTpaLUenTMBM Npu Mnaam xxexm [17].

Mopaau no-cnabo nogospeHue 3a OMWU, kakTo u
crnyvyauTe Ha aTUnU4yHa cuMmnTomMaTrka npu Mnagu, Cb-
LLIeCTBYBa BEPOSITHOCT 3a 3abaBsiHe Npu QuarHocTULm-
paHeTo Ha ToBa 3abonsBaHe Npu nauweHTn nog 45 r.
[18, 19]. KnacnueckaTa npeseHTauuna ¢ akcenepupatla
CTeHoKapaus, npeglwecteawia nHdapkTta, e no-psgka
npv mraguTe naumeHTw. MNpn TAx e xapakTepHa MbpBa
aHrMHO3Ha cMMnToMaTtuka, 6bp30 peanuaupalla ce B
OMMW [20]. LAD e Han-4yecTO 3acerHatata KOpoHapHa
apTepusi, crieBaHa OT AsiCHaTa KOpOHapHa apTepus
(RCA) n nasata umpkymdrnekcHa aptepaus (LCX) [21].
EnHoknoHoBa kopoHapHa 6onecTt n no-cnabo atepo-
CKIMEePOTUYHO 3acsiraHe ca xapakTepHa aHrmorpadpcka
Haxogka npu MnaguTe naumeHtn [9, 10]. CbluecTBy-
BaT XWMOTE3N, Ye NPEXOEBPEMEHHOTO KOPOHAPHO ap-
TepuanHo 3abonsBaHe e No-CKopo CBbp3aHO C Gbp3a

correctable RF in young patients are significantly more
common — smoking, dyslipidemia, obesity, whereas AH
and DM are rarely observed [9, 10]. Smoking seems to
be a main correctable RF among the young individu-
als with AMI. It not only potentiates atherosclerosis, but
can also lead to a temporarily full obstruction and/or
thrombosis of a coronary artery due to vasospasm [9].

Dyslipidemia is a main RF for atherosclerosis and
CVD. [13]. It is a disease associated with disturbanc-
es in lipid metabolism. It is mainly characterized by
the following pathological abnormalities: increased
TC, LDL cholesterol and TG and decreased HDL
cholesterol [14]. The frequency of disturbances in
lipid metabolism among young patients is increasing
[15]. There is considerable evidence that lipid disor-
ders are associated with subclinical atherosclerosis,
meaning that the atherosclerotic process begins to
develop early in life [16].

In literature dyslipidemia is high-lightened as very
commonly observed in patients with AMI under the age
of 45. [11]. Despite conflicting data on the role of dyslip-
idemia as RF, especially in young patients, in one me-
ta-analysis it was defined as major RF, especially high
serum LDL cholesterol levels [9]. Young AMI patients
were found to have higher serum TG, LDL, and TC lev-
els and lower serum HDL levels compared to older AMI
patients. In addition, the authors recorded a high level
of undiagnosed dyslipidemia. In a dissertation compar-
ing the risk profile in patients with AMI under and over
45 years of age, the predominant RFs in the entire fol-
lowed patient population were male gender (77.9%),
AH (84.3%) and dyslipidemia (88.3%) [12].

A higher incidence of AMI was observed in young
patients who also had non-atherogenic RFs such as
cocaine use, spontaneous coronary artery dissection,
Kawasaki disease, factor V Leiden, low estrogen lev-
els, and oral contraceptive use in young women [17].

Due to a lower suspicion of AMI and the atypical
symptoms in young people, there is a possibility of
a delay in the diagnosis of this disease in patients
under 45 years old [18, 19]. The classic presentation
with accelerating angina preceding infarction is less
common in young patients. They are characterized by
initial anginal symptoms, quickly resulting in AMI [20].
LAD is the most commonly affected coronary artery,
followed by the right coronary artery (RCA) and the
left circumflex artery (LCX) [21]. Single-branch coro-
nary disease and less atherosclerotic involvement is
a frequent angiographic finding in young patients [9,
10]. Premature coronary artery disease has been hy-
pothesized to be associated with rapid disease pro-
gression (plaque rupture and/or erosion) rather than
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nporpecusi Ha 3abonsaBaHeTo (pynTypa U/munn eposusi
Ha nnaka), OTKONKOTO € MOCTENEeHHO pasBuBall, ce
npoLec, NOAKPENeH OT XMCTOMATONOMMYHN HaxXOOKMW,
KOWUTO pasKpuBaT, Ye aTepOCKNEPOTUYHUTE MNiaku npu
Mragu nauveHTUM C KopoHapHa apTepuanHa 6onect
(KAB) ce xapaktepuaupar ¢ 6orati Ha nunuau sapa u
OTHOCUTENHa nunca Ha pubposHa wanka [11].

B npenctaBeHuss KNMHUYEH cryYyam npv nauu-
eHTKaTa ca Hanuue crnegHute P® 3a atepocknepoasa:
TioTioHonyweHe, ®O n HoBogmMarHocTUUMpaHa guc-
NUNMOEMUS C MHOTFO BMCOKM cTorHOCTM Ha TC, LDL un
TG. M3umncnenuar DUTCH score 3a FH e 8 1., koeTo
s onpeaensa kaTto geduHntneHa. lNopagm ToBa npeno-
pbyaxme da ce HanpaBu reHETUYHO n3cneaBaHe, Thbi
KaTo foka3BaHeTo Ha FH e nva oTHoLleHre KbM poa-
HUHWUTE 1 MOKONEHUETO Ha NaumneHTKaTa ¢ Bb3MOXHOCT
3@ CKPVHUHT, paHHO NeYeHne 1 NpeBeHuusl Ha HacTbn-
BaHeTo Ha CC3. KakTo € noco4YeHo B OMMCaHMETO Ha
KITMHWYHUA criydan, B CbOTBETCTBME C €BPOMNENncKuTe
Npenopbky, € HeoOXoaMMO HazHaYaBaHe Ha UHTEH3U-
duuMpaHa NMNUOoNoHMKaBala Tepanus cbC CTaTuH,
e3eTuMnd n PCSK9-nHxnbmutop n CTpUKTHO npocneas-
BaHe Ha nunuaHusa npodun [18]. Opyr Bb3amoxeH PO B
KOHKPETHMSA Cry4Yaln e HannyneTo Ha npegnonaraema
TpoMmbodumnus, Npy AOKa3BaHETO Ha KOSITO LLEe e HeoO-
XOAMMO BKIIHOYBAHETO HA aHTUKOArynaHTHa Tepanus.
TpombodumnusTa e cpeq ocHoBHUTE P® 3a atepockne-
po3a M HacTbNBaHETO HA TPOMOOTWMYHW MHUUOEHTU
npu mnagm xopa. CnegoeartenHo Ts Tpsioea Aa ce no-
[03Mpa Mpu BCUYKM Takmea criyyau.

N3soau

1. Bce no-ronsiMaTta Yyectota Ha Mnaau nauyueHTu
¢ kapTuHa Ha OKC Hanara noBuLIEHO BHUMaHue KbM
Ta3n HO30MOrMYyHa eauHMLa M HACOYEHO MUCIIEHE U
TbpCeHe Ha AnarHosata, He3aBMCMMO OT MragaTa Bb3-
pacT. TpsibBa ga ce nosHaeBaT ocHOBHUTE P® 3a OMU
npu naumeHtn nog 40-45-rognwHa Bb3paCT U ga ce
ckpuHupart ot OlJ1 ¢ npoeexaaHe Ha peaoBHM Npodu-
NakTN4HWM Npernegu ¢ uen npeseHumsa Ha CC3.

2. DucnunugemunaTa e cpeq ocHoBHUTE PO 3a CC3
B Mnagarta nonynauwms. [pu yctaHoBsBaHe Ha CWUITHO
nosuweHn TC, LDL xonectepon n TI' e HeobxogmMmo
na ce nsyucenm DUTCH score n ga ce mucnn B Haco-
ka FH n notBbpXaeHne Ypes reHeTUYHN U3CrneaBaHns.
[okasBaHeTo Ha guarHosata FH we mma cepmosHo
BNUSIHWE BbPXY MPEBEHLMATA Ha aTepPOCKNEpPOTUYHMU
WHUMAOEHTN NPW NaumMeHTa MU HEeroBuMTe pPOACTBEHULM,
npocrnegsBaHETO U TepaneBTUYHUTE cTpaTternn. Toea
Hanara MHPOPMMUPAHOCT N y4acTme Ha BCUYKU Meau-
LIMHCKKN cneunannucTu B TO3n NpoLec, YNNTo pesyntatum
Ca OT XXM3HEHOBAXXHO 3HAYeHMeE.

3. Heobxogmma e npeBeHuusa Ha CC3 npu mnagum
naumneHTn, Koato BkouBa npernean npu ONJ1, npo-
unakTM4Hn nacrneneanusi, nodHasaHe Ha O n Haco-
YeHu nscneaBaHus.

He e deknapupaH KOHehriukm Ha uHmepecu

a gradually developing process, supported by histo-
pathological findings that reveal that atherosclerotic
plagues in young patients with coronary artery dis-
ease (CAD) are characterized by lipid-rich cores and
a relative lack of a fibrous cap [11].

In the presented clinical case, the patient has the
following RF for atherosclerosis: smoking, FP and
newly diagnosed dyslipidemia with very high values
of TC, LDL and TG. The calculated DUTCH score for
FH is 8 points, which defines it as definitive. There-
fore, we recommended genetic testing, as the demon-
stration of FH will be relevant to the patient’s relatives
and offspring with the possibility of screening, early
treatment and prevention of CVD. As indicated in the
clinical case description, the appointment of intensi-
fied lipid-lowering therapy with a statin, ezetimibe and
a PCSK9-inhibitor and strict monitoring of the lipid
profile is necessary [18]. Another possible RF in this
particular case is the presence of a suspected throm-
bophilia, the proof of which will require the inclusion
of anticoagulant therapy. Thrombophilia is among
the main RFs for atherosclerosis and the occurrence
of thrombotic events in young people. Therefore, it
should be suspected in all such cases.

CONCLUSIONS

1. The increasing frequency of young patients with
a picture of ACS requires increased attention to this
syndrome and search for the diagnosis, regardless of
the young age. The main RFs for AMI in patients under
40-45 years of age should be known and screened by
the GP with regular preventive examinations in order to
prevent CVD.

2. Dyslipidemia is among the main RFs for CVD
in the young population. When strongly elevated TC,
LDL cholesterol and TG are detected, it is necessary
to calculate the DUTCH score and think about possible
FH which can be confirmed by genetic tests. Proving
the diagnosis of FH will have a major impact on the
prevention of atherosclerotic events in the patient and
his relatives, follow-up and therapeutic strategies. This
requires the awareness and participation of all medical
professionals in this process, the results of which are
of vital importance.

3. Prevention of CVD in young patients is need-
ed. It includes examinations at GPs, preventive ex-
aminations, knowledge of FP and directed exam-
inations.
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