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MpeacraBsame KNMHUYEH cnyvan Ha 20-roaumiiHa keHa ¢ OCTbp MuokapaeH nHdapkt (OMW) ¢ nep-
cuctupawa ST-eneBaumsa (STEMI), npu KOSTO OT u3BbpLUEHATa KOpOHaporpadgumsa nunceaT AaHHW
3a aTepoCKnepoTMYHa Mraka 1 e Hanuue KopoHapeH cnasbMm. LlenTa Ha onncaHns KNvHWYeEH cry-
Yyail e fja HacoYM BHUMaHWUETO KbM pasfnyHMUTE TUMOBE MHAAPKT, APYrM Bb3MOXHU AndepeHLmanym
AvarHosu (O0), a cblo Taka n KbM HeobxoaMmMuTe M3cnefBaHus 3a MOCTaBsHEe Ha OKOHYaTernHa
auarHosa.

Mragam NaunMeHTn, OCTbp KOPOHAPEH CMHOPOM, MUOKapAeH UHGapKT cbe ST-enesauus, MUOKapAUT,
MHDAPKT Ha M1OKapaa ¢ HeOBCTPYKTUBHU KOPOHAPHU apTepum, AndepeHumanHa auarHosa
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We present a clinical case of a 20-year-old woman with acute myocardial infarction with persistent
ST-segment elevation (STEMI). The coronary angiography performed on the patient showed
coronary vasospasm with no evidence of atherosclerotic plaque. The aim of this case report is to
draw attention to the different types of myocardial infarction, other possible differential diagnoses
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Polina Moraliyska, MD, Military Medical Academy — Sofia, 3 "Sveti Georgi Sofiski” Str., BG — 1606

Apnpec 3a
kopecnoHaeHums:  Ne 3, 1606 Codumsi, e-mail: polina.moraliiska@gmail.com
Abstract.
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BbBEOQEHME

Octpuat kopoHapeH cuHapom (OKC) ce oTHacs 3a
rpyna CbCTOSIHWUS, BKIKOYBALLM MUOKapOeH WHGAPKT C
nepcuctnpawia ST-enesauus (STEMI), MmyuokapaeH wH-
dapkT 6e3 nepcuctmparia ST-enesauunsa (NSTEMI) n Hec-
TabunHa aHrvHa nektopuc (HAIM), kouto morat ga 6vaat
pasrpaHNYeHn B 3aBMCUMOCT OT ernekTpokapauorpad-
CKATE HaxOQKW, KIMMHWUYHATA KapTuHa WU HMBaTa Ha eH-
3UMUTE 3a MMOKapaHa Hekposa. OT naTtogusnonormyHa

INTRODUCTION

Acute coronary syndrome (ACS) refers to a
group of conditions including ST-elevation myocar-
dial infarction (STEMI), non-ST-elevation myocar-
dial infarction (NSTEMI), and unstable angina pec-
toris (UAP), which can be differentiated depending
on electrocardiographic findings, clinical features,
and elevation of cardiac biomarkers. From a patho-
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rnegHa Touka OKC ce abmkn Ha HamareH KpbBOTOK KbM
MUoKapa BCreACTBME Ha pynTypa Ha aTEPOCKINEPOTNYHA
nnaka v hopmauyms Ha UHTpakopoHapeH TpoM6 (OMU Tvn
1) N1 HECBOTBETCTBME MEXAY KUCITOPOOHUTE HYXOU U
KMCINopoaHOTO CHabasiBaHe Ha MVOKapAa Npy crnasbM Ha
KopoHapHuTe apTepum (OMU T1n 2) cbe unm 6e3 Hanuyne
Ha aTepocknepo3sa [1]. MNpn OMW uma npoabmxuteneH
aucbanaHc  Mexay — KucnopogHata  goctaBka wm
KucropogHute Hyxau Ha cepueTo [2]. Mpn okono 10%
oT cnyyaute Ha OKC ce ycraHOBABaT KIMHWUYHU U
nabopatopHu gokasartencrtea 3a OMW npu kopoHapHU
apTepun, KOUTO aHrmorpadpckv ca 6e3 nnu umat marnka
cteHo3a < 50%. ToBa cbcTosiHME ce obocobsBa KaTo
WH(APKT Ha MMOKapda C HEOOCTPYKTMBHW KOPOHapHU
aptepum (myocardial infarction with non-obstructive cor-
onary arteries — MINOCA) [3]. KakTo we pa3srnegave B
TO3M KIMUHWMYEH crydan, gudbepeHumanHata guarHosa
(8a) mexgy OMU t1n 1 1 MINOCA noHsikora Moxe fa e
npeaussukatencTso. OcBeH ToBa B Cryvasi MoXe Aa ce
obcbam u MyokapauT B [ nnaH.

KnUHUYEH cnyyAn

MpeacraBame KMMHWYEH Cnydvan Ha eHa Ha 20 T,
KosTO nocTbnea B CnelwleH TepaneBTUYeH KabuHET Ha
BMA — Codpusa, Ha 26 dpeBpyapu 2024 1. ¢ onnakBaHus Ot
npucTbnHa 6orKa B rbpanTe, NosIBABALLA Ce B MOKOW U 3a-
AbnboyaBalla ce npu BauwBaHe. [NpogbmkMTenHocTTa
Ha BCEKM NpUCTBLN € NpnbnuantenHo 1 yac. Cumntomute
ce NnosiBABAaT 3a NPbLB MbT Npeaun 2 AHW, KaTo NOCNEaHNAT
npucTbn e 6un no-paHo npe3 aeHs. bonHata cbobLya-
Ba, Ye B NPOLBIDKEHNE Ha 5 OHM € MMana 1 BereTaTeHa
CMMMTOMATKKa, NPOosiBsiBaLLA CE B raleHe 1 NoBpbLUaHe,
KaKTo U OMapuyHn n3xoxgaHust 6e3 noeulaBaHe Ha Te-
necHata Temnepartypa. Te3un OnfakBaHus ca OTLyMenu
ceaMuua npeau nperneda. Hama yctaHoBeHW npuapy-
XaBawm 3abonsasanus (M3) 1 aHaMHECTUYHM JaHHW 3a
dammnHa obpemeHeHocT (PO) 3a aTtepockneposa, HATO
ynotpeba Ha ncuxoakTveHM BellecTa ([AB). Kato pu-
ckoB dhakTop (P®P) 3a ateporeHesa ce ycTaHOBSIBa eauH-
CTBEHO THOTHOHOMYLLIEHE.

B mMomeHTa Ha npernea naumeHTkaTa e B 3ana3eHo
06LL0 CbCTOSIHME, KOHTaKTHA, a4eKBaTHa, JIEKO MCMXOMO-
TOpHO HanperHara. [Npu ayckyntauusi Ha 6enusi opob ce
YCTaHOBsIBA YMCTO BE3UKynapHoO auwiaHe 6e3 npubase-
HY xpunose ABycTpaHHo. OT CbpAeYHO-CbAOBUSI CTaTyC
- XeMogMHaMu4HO ctabunHa (apTepuanHo HansraHe —
AH, B obuyaiiHm 3a nauueHTkata ctorHoct 90/60 mm
Hg, cbpaeyHa yectota — CH — 90 ya./min) ¢ ACHM Cbp-
OevHn ToHoBe 6e3 gonoBvMMM WymoBe. KpanHuumTe ca
TOMNM CbC 3anasenu nepudpepHn nyncaumm, 6e3 otoum.
Ot enekTtpokapaunorpadckus 3anuc (EKIN) nma gaHHm 3a
ST-eneBauum 0o 1 mm B JonHo-narepanHuTe oTBexaa-
H¥A, kaTo nuncea npeaxoaHa EKI 3a cpaBHeHume (dur. 1).

physiological standpoint, ACS is caused by reduced
blood flow to the myocardium following rupture of
atherosclerotic plaque and intracoronary thrombus
formation (AMI type 1) or a mismatch between oxy-
gen demand and oxygen supply to the myocardium
in coronary artery spasm (AMI type 2) with or with-
out the presence of atherosclerosis [1]. In AMI, there
is a prolonged imbalance between oxygen supply
and oxygen demand of the heart [2]. Clinical and
laboratory evidence of AMI is found in approximately
10% of cases of ACS in patients with no angiograph-
ic evidence of coronary stenosis or with stenosis <
50%. This condition is categorized as myocardial in-
farction with non-obstructive coronary arteries (M-
NOCA) [3]. As we will discuss in this case report, the
differential diagnosis (DD) between type 1 AMI and
MINOCA can sometimes be challenging. In addition,
myocarditis may be seen as a potential DD in the
discussed patient.

CASE REPORT

We present a clinical case of a 20-year-old
woman who consulted the Emergency Department
of the MMA-Sofia on 26 February 2024 with com-
plaints of intermittent chest pain, occurring at rest
and worsening on inspiration. The duration of each
episode was approximately 1-hour long. Symptoms
first appeared 2 days ago, with the last attack oc-
curring earlier in the day. The patient reported that
for 5 days she also had nausea, vomiting, and loose
stools without an increase in body temperature.
These complaints had resolved a week before the
examination. There was no evidence of comorbidity,
no family history of atherosclerosis or history of sub-
stance use. Active smoking was the only identified
risk factor (RF) for atherogenesis.

On examination, the patient was in a good gen-
eral condition, slightly agitated. Lung auscultation
revealed clear vesicular breathing, no pathological
breath sounds were observed. The patient was he-
modynamically stable (blood pressure (BP) in the
usual for the pateint range 90/60 mmHg, heart rate
(HR) - 90 bpm) with clear rhythmical heart sounds
and no added heart murmurs. Extremities were
warm with preserved peripheral pulsations, no ede-
ma. Electrocardiographic (ECG) recording showed
ST-elevations up to 1mm in the inferolateral leads,
with no previous ECG for comparison (Fig. 1).
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®ur. 1. EKI npu noctbnBaHeTo — ST-enesauun go 1 mm B oreexaganus |, 11, Ill, aVF, V4, V5 n V6

Fig. 1. ECG on admission - ST-elevations up to 1mm in leads |, Il, Ill, aVF, V4, V5 n V6

OT nabopatopHWTe M3crnegBaHns Npu MocTbrnBaHe-
TO Ce YCTaHOBSIBAT MOBMLLEHWN CTOMHOCTW Ha €H3UMUTE
3a MuokapaHa Hekposa: CK — 548 U/L, CK-MB 165 UL,
BMcokovyBcTBuTerneH TponoHuH (hsTPI) — 7,2964 ng/ml,
3aBULLEHM Olle TpaHcamuHasun: AST — 78,4 U/L, ALT —
42,9 U/L, n C-peaktBeH npotenH (CRP) — 71,58 mg/L
Ha hoHa Ha HOPMAJIHU CTOMHOCTM Ha Ypesl, KpeaTUHUH U
nmbinHa kKpbBHa kaptuHa (MKK) 6e3 otkrnoHeHus. MNpu ns-
cnepBaHe Ha nunuaeH npodoun — o6 xonectepon (TC)
— 3,42 mmol/L, BucokonnmbTHOCTEH xonecTtepon (HDL)
— 0,86 mmol/L, HuckonmbTHOCTEH xonectepon (LDLc)
- 1,89 mmol/L, Tpurmuuepuam (TT) — 0,74 mmol/L. MNpwu
NnpoBeXxaaHe Ha KOHCYNTauMs ¢ Kapauoror N exokapau-
orpacms (ExoKI") ce yctaHoBUXa AaHHM 3a andpy3Ha ne-
BokamepHa (/1K) xunokvHesns n neko HamaneHa dpak-
ums Ha natnacksade (PU) Ha JIK — 43%. B3e ce pelweHve
3a U3BbPLUBAHE Ha CEeNEKTUBHA KOpOHapHa aHrmorpadusi
(CKATIN) no crielHocT. YCTaHoBM ce AeCEH TWN KOPOHapHa
umnpkynauus, cteon (left main coronary artery — LMCA),
nsea uupkymcriekcHa aptepus (left circumlex artery —
LCx) n gsicHa kopoHapHa aptepus (right coronary artery
— RCA) — ©e3 cTeHosu, nsBa npegHa gecueHdeHTHa ap-
Tepusi (LAD) C eKCLUEHTPUYHO CTECHEHME Ha NyMeHa, OT-
roBapsiLLo Ha 85% cTeHO3a B cpefeH KbM AMCTaneH cer-
MEHT MpW nnnca Ha AaHHW 3a aTepoCKIepoTMYHa Mnraka
— 13pa3eH KOpoHapeH cnasbM (ur. 2).

Mpy MHTpPaKOpPOHAPHO MPUMOXEHUE Ha HUTPOMKMLE-
pvH (NTG) 100 mcg ce nocturHa HegocTaTbyeH edekT

Laboratory studies at admission revealed el-
evated cardiac biomarkers: CK - 548 U/L, CK-MB
165 U/L, high-sensitivity troponin (hsTPI) - 7,2964
ng/ml, elevated transaminases: AST - 78.4 U/L, ALT
- 42.9 U/L, and C-reactive protein (CRP) - 71.58
mg/L, normal values of BUN, creatinine and normal
complete blood count (CBC). Lipid profile showed
total cholesterol (TC) - 3.42 mmol/L, high densi-
ty lipoprotein cholesterol (HDL) - 0.86 mmol/L, low
density lipoprotein cholesterol (LDLc) - 1.89 mmol/L,
triglycerides (TG) - 0.74 mmol/L. Consultation with
a cardiologist was called and echocardiography
(EchoCG) was performed — it revealed evidence of
diffuse left ventricular (LV) hypokinesia and a slightly
reduced LV ejection fraction (EF) of 43%. The deci-
sion was made to perform emergency selective cor-
onary angiography (SCA). Right dominant coronary
circulation was identified, left main coronary artery
(LMCA), left circumflex artery (LCx) and right cor-
onary artery (RCA) were found to be stenosis free,
left anterior descending artery (LAD) with eccentric
narrowing of the lumen corresponding to 85% ste-
nosis in the middle to distal segment in the absence
of evidence of atherosclerotic plaque — marked cor-
onary spasm (Fig. 2).

Intracoronary administration of nitroglycerin
(NTG) 100 mcg achieved an insufficient effect - re-
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®ur. 2. Haxogka oT CKAT: LAD ¢ eKCLEHTPUYHO CTECHEHMWE Ha NyMeHa, oTroBapsiwo Ha 85% cTeHo3a B cpefieH KbM AucTarieH CEerMeHT, Kopo-
HapeH crnasbm

Fig. 2. SCA findings: LAD with eccentric narrowing of the lumen corresponding to 85% stenosis in the middle to distal segment in the absence
of evidence of atherosclerotic plaque — marked coronary spasm

— octarbyHa 75% creHo3a. Cnep obcwxaaHe Ha cbpae-
YeH TUM Ce B3e pelLleHMe 3a U3BbpLUBaHe Ha GanoHHa
aHrvonnactika (percutaneous old balloon angioplasty
— POBA) ¢ egnH megukameHT-uanbyBaly, 6anoH (drug-
elutant balloon — DEB) Ha LAD ¢ ontumaneH aHruorpac-
cku pesynTar. [loctnpouenypHo nauueHTkata e 6e3 pe-
umnamB Ha CTeHOKapaHa CMMNToOMartuka u oe3 AnHaMuKa B
EKT (cdur. 3 u 4), eHaumunTe 3a MyOKapaHa Hekposa ca C
TeHOeHUnAa KbM HOpManmuaunpaHe, Kato npu n3nmcBaHeTo
hsTPI e 0,0383 ng/ml, CK — 36 U/L, CK-MB — 28,6 U/L.
MaumeHTKaTa e ocTaBeHa Ha ABOViHA aHTUarperaHTHa Te-
panusi (dual antiplatelet therapy — DAPT) ¢ knonugorpen n
aueTtuncanuumnosa KucenmHa u MonicuaomuH [4].

OBCBHXAOAHE

OMW onpepensa kapanomMMoUMTHA HEKPO3a B KNK-
HU4Ha 06CTaHOBKa, CbOTBETCTRALLLA 32 OCTpa MMoKapa-
Ha ncxemusa. uarHozata OMW BkntouBa KoMOUHaLUSA
OT KpUTEPUN, @ UMEHHO OTKPUBaHE Ha yBenuyeHue wu/
UnNn HamarnsBaHe Ha cbpaeveH buomapkep (3a npea-
nountaHe hsTPIl) ¢ noHe egHa cTtoMHOCT Hag 99-us
NepceHTUn OT ropHaTta pedepeHTHa rpaHnua n noHe
€e[Ho OT cnegnute: 1) CMMNTOMU Ha MUOKapaHa ncxe-
Musi, 2) HoBu ncxemmdHn EKIM npomenn, 3) passutne
Ha nartonornyHn Q-3vbun Ha EKT, 4) obpasHu gokasa-
TencTtea 3a 3aryba Ha xusHecnocobeH mMuokapg wunm

sidual 75% stenosis. After heart team discussion, it
was decided to perform percutaneous old balloon
angioplasty (POBA) with a single drug-eluting bal-
loon (DEB) on the LAD with optimal angiographic
outcome. Postprocedurally, the patient had no fol-
lowing episode of chest pain and no dynamics in
ECG (Fig. 3, Fig. 4), cardiac biomarkers tended to
normalize, with hsTPI 0.0383 ng/ml, CK 36 U/L, and
CK-MB 28.6 U/L at discharge. The patient was left
on dual antiplatelet therapy (DAPT) with clopidogrel
and acetylsalicylic acid and molsidomine [4].

DiscussION

AMI defines cardiomyocyte necrosis in a clinical
setting consistent with acute myocardial ischemia. The
diagnosis of AMI includes a combination of criteria,
namely detection of an increase and/or decrease in a
cardiac biomarker (preferably hsTPI) with at least one
value above the 99th percentile of the upper reference
limit and at least one of the following: 1) Symptoms of
myocardial ischaemia, 2) New ischemic ECG changes,
3). Development of pathological Q-waves on ECG, 4)
Imaging evidence of loss of viable myocardium or new
regional wall motion abnormality in a pattern consis-
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HOBa aHOManvs Ha ABVXXEHMETO Ha perMoHanHaTa cteHa
no Moden, CbOTBETCTBALY, HA MCXEMMYHA eTnororus, 5)
BbTPEKOPOHapeH Tpom6, OTKPUT Npu aHrmorpacms nnm
aytoncus [5]. HesaBucumo ganum ce kacae 3a STEMI unm
NSTEMI, OMWU ce knacudbmumpa Ha 5 Tvna. Npu OMA
TMN 1 ce kacae 3a pynTypa Ha aTepocKrnepoTnyHa nna-
Ka, yruepaums unm epoaus ¢ pesyntart MHTpanyMuHaseH
TPOMO B €OHa Win NoBeYe KOPOHAapHW apTepuu, KOETo
BOOM A0 HamMarneH MUOKapAeH KpbBOTOK U/Mnu guctanHa
embonu3aumsa 1 nocnefsalla MuokapaHa Hekposa [5].
OMW t1n 2 e MrMokapaHa Hekpo3sa, Npu KOATO CbCTOs-
HVe, PasnNYHO OT HECTabWMHOCT Ha KOpOoHapHa nnaka,
npuunHsaBa aucbanaHc Mexay MuokapgHaTta Kicrnopog-
Ha [oCTaBKa M HyxxgaTa 1 no geuHMums BKIKOYBaA KO-
pOHapeH apTepuarneH crna3bM, CrOHTaHHa KOpOHapHa
apTepuanHa aucekaumsi, KopoHapeH embonun3bM 1 KOpo-
HapHa MyKpoBackynapHa aMcdyHKLms [5].

B cnyuvaute, npu kouto nposegeHata CKAI oT-
XBbPs HaNMMYMETO Ha aTepPOCKNEPOTUYHWU NIaku no
KOpOHapHUTE apTepuu BbMPEKN KIMHUYHUTE K nabo-
paTtopHuUTe AgaHHu, HacouBawm kbm OKC, ce msnons-
Ba TEPMUHBT MUOKapAeH UHGAPKT C HEOOCTPYKTUBHU
kopoHapHu aptepum (MINOCA). MINOCA BkntoyBa
XeTeporeHHa rpyna BacKyfapH/A WM MUOKapgHW Ha-
pywenus. Habniogaea ce npu 5-15% ot nauuneHTuTe,
npeseHTupaium ce ce¢c STEMI nnu NSTEMI [6]. MNoa-
nexawmrte naToPU3MONOrMYHU MEXaHU3MU BKITHOY-
BaT AWCPYMNUMS Ha KOPOHapHa Mnaka, KopoHapeH
Ba30Cna3bM, KOpOHapHa MUKpOBacKyrnapHa gucdyHK-
LMs, CNOHTaHHa AMCeKaunss Ha KOpOHapHa apTepus,
embonus unn Tpombo3a Ha KOpOHapHa apTepus, Ta-
kouybo kapgnomuonaTtus, MUOKapAWT, HEeUCXemu4yHa
KapgvomuonaTusi KaTo mnocrnegHuTe Tpu ce Hapuyar
owe MINOCA-mumukepu [7]. OuarHOCTUYHUTE KpuTe-
pun 3a MINOCA BkntoyBaT Tpy OCHOBHM ycnoBusi: 1)
KNUHWYHM 1 nabopatopHu aaHHu 3a OMW; 2) nunca
Ha obCTpyKuus Ha kopoHapHuUTe aptepun npu CKAI -
< 50% oknysus; 3) nunca Ha anTepaHTUBHAa AMarHosa,
ob6sicHsBaLla CbCTOAHMETO [8].

YecTtoTata Ha BasdocnactnyHa aHruHa (VSA) cpen
nauneHtute ¢ MINOCA Bapupa mexay 3 n 95%, B
3aBMCMMOCT OT NpuymnHaTa 3a Basocnasbm [9]. VSA e
CbCTOSIHME, NPU KOETO NPEXOAHA BA3OKOHCTPUKLUUA HA
envkapgHWTe KOpoHapHM CbOOBE BOAM A0 MUOKapaHa
ncxemusa [10]. CbcTosiHMETO ce HabnogaBa NoO-4ecTo
npv NauveHTn Hag cpefHa Bb3pacT, HO MMa U JOKy-
MEHTMpaHM crydyanm Ha no-Mnagu Xxopa C AokasaHa
VSA [10]. CurHndmkaHTHN PP 3a Bb3HUKBAHE Ha KO-
poHapeH Ba3ocnasbM ca THTIOHOMYLIEHE, Bb3pacT,
nor, KaTto e JoKa3aHo, Ye eTMonorMyHaTa possi Ha Tto-
TIOHONYLUEHETO € No-u3paseHa npu Mnagu MHOMBUAU
[11]. MpeunnuTupawmTe hakTopu, UMaLLn OTHOLLEHME
KbM Bb3HWKBAHETO Ha Ba30CMa3bM, Ca XUNEpBEHTU-
nauma, MaHbOBbpP Ha Bancanea, umandeckn unu ncu-
XO-€MOLMOHAaneH CTpec, MarHesneB aeduumT, npuem

tent with ischemic etiology, 5) Intracoronary throm-
bus detected on angiography or autopsy [5]. AMI is
classified into 5 types. Type 1 AMI is the result of
the rupture of an atherosclerotic plaque, ulceration
or erosion resulting in an intraluminal thrombus in
one or more coronary arteries leading to reduced
myocardial blood flow and/or distal embolization and
subsequent myocardial necrosis [5]. Type 2 AMI is
myocardial necrosis in which a condition other than
coronary plaque instability causes an imbalance be-
tween myocardial oxygen delivery and demand and
by definition includes coronary artery spasm, spon-
taneous coronary artery dissection, coronary embo-
lism, and coronary microvascular dysfunction [5].

In cases in which the performed SCA rules out
atherosclerotic plaques in the coronary arteries de-
spite clinical and laboratory evidence suggestive
of ACS, the term myocardial infarction with nonob-
structive coronary arteries (MINOCA) is used. MI-
NOCA includes a heterogeneous group of vascular
or myocardial disorders. It is observed in 5-15%
of patients presenting with STEMI or NSTEMI [6].
Underlying pathophysiological mechanisms include
coronary plaque disruption, coronary vasospasm,
coronary microvascular dysfunction, spontaneous
coronary artery dissection, embolism or thrombo-
sis of a coronary artery, takotsubo cardiomyopathy,
myocarditis, non-ischemic cardiomyopathy with the
latter three also referred to as MINOCA-mimickers
[7]- The diagnostic criteria for MINOCA include three
main conditions: 1) clinical and laboratory evidence
of AMI; 2) absence of coronary artery obstruction on
SCA - < 50% occlusion; 3) no alternative diagnosis
explaining the condition [8].

The incidence of vasospastic angina (VSA)
among MINOCA patients ranges between 3 and
95%, depending on the cause of vasospasm [9].
VSA is a condition in which transient vasoconstric-
tion of epicardial coronary vessels leads to myocar-
dial ischemia [10]. It is more commonly observed in
patients above middle age, but there are also doc-
umented cases of younger individuals with proven
VSA [10]. Significant risk factors for coronary va-
sospasm include smoking, age, and gender. The
etiological role of smoking has been shown to be
more pronounced in young individuals [11]. Precip-
itating factors relevant to the occurrence of vaso-
spasm are hyperventilation, Valsalva’s maneuver,
physical or psycho-emotional stress, magnesium
deficiency, alcohol and cocaine intake, administra-
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Ha arnkoxomn W KOKawH, MPUITOKEHWE Ha CMMMNaTuKO-
MUMETMLM M MapacumnaTMkoMmmeTmum, beta-broke-
pu 1 eprotamuHoBu ankanouam [11, 12]. MNpakTukaTa
nokasea, Ye pegyLmpaHeTo Ha ocHoBHUTe P® Boau oo
HamansiBaHe Ha 3abonsiemocTTa. Hanm-gobpusT noa-
X0 3a NOCTUraHe Ha Ta3u Len e B pamKkuTe Ha npo-
rpamu 3a obLiM KoopauHUPaHU OENCTBUS C Len npe-
BeHUMs u paHHa guarHoctuka [13]. MNpunaraHeTo Ha
HUTPOrMULEPUH BOOM OO HamanssaHe Wnn nsdyessaHe
Ha cumnTomaTtukata n EKIC npomeHnte npu nauneHTtu
¢ VSA, Kato npu MHTPaKopoOHApHO BbBEXAaHEe Ha Me-
OnKaMmeHTa ce n3obpassiBa 3HauMTenHa pedykums Ha
BasocnasbMma [14].

B onucaHusa KnMHWYeH criyyam oT NnpoBeAeHaTa WH-
Ba3nBHa kopoHaporpadusi ce yCTaHOBsIBa Hann4ne Ha
BasocnasbM Ha LAD ¢ 85% ekcueHTpuYHa cTeHo3a be3
BMAMMA aTepOCKepoTUYHA Naka unm UHTpanymMmuHa-
neH Tpomb. CnegoBaTtenHo no geduHuums 6u Morno
Aa ce noctasu guarHozata MINOCA. 3a nocrassiHe
Ha geduHntmeHa amarHosda MINOCA ce npenopbyBa
npoBexaaHe Ha AapPeHO-MarHMTeH pe3oHaHe Ha cbpLe
(CMRI) c uen pasrpaHnyaBaHe Ha MWOKapguT, CUHA-
pom Ha Takouy6o n kapguommonatusa. OT gpyra cTpa-
Ha, CTeHo3aTa OCTaBa CUTHU(WKaHTHa, HEe3aBMCMMO
OT MHTPaKOPOHAPHOTO MPUITOXKEHWE Ha HUTPOrMuLe-
pvH. Bbnpeku nuncata Ha TpOMOOTMYHa OKMy3Ms Ha
TapreTHMs CbA, KbCHOTO XOCMUTanuMavMpaHe Ha nauu-
eHTKaTa creq nosiata Ha MbpPBOHAYaNHUTE OMMakBa-
HWs1 NO3BONsIBa Aa ce 0OMMUCHst HACNOoXeH Ba3ocnasbm
BbpPXY CUrHUUKAHTHA aTepOoCKNepoTMYHa nnaka unu
BpeMeHHa TpOMBOTMYHA OKMy3usa CbC CMOHTaHHa pe-
KaHanusaums. ToBa HacouBa KbM guarHosata STEMI
Tvn 1. KopoHapHaTa aHrmorpadvsi He BMHarn Moxe
0a n3obpasn AeTannHo BbTPENyMEHHUTE NPOMEHN B
Cba 1 aTepOCKNEePOTUYHUTE MITaKkn, KOETO MPU TEXHU-
Yyecka HanuyHocT 6y Morno ga ce BM3yanusvpa 4vpes
BbTpecbaoB ynTpaseyk (IVUS) unu ontnyHa koxepeHT-
Ha Tomorpadua (OCT). B 0 nnaH B KOHKPETHUSA Cry-
Yyai KaTo TpeTa Bb3MOXHOCT Ce oYyepTaBa guarHosata
MWOKapauT NpeaBu aHamHesaTta 3a UapuyHN U3X0XK-
OaHusa npean xocnutanuaauusTa, 3aBuwenns CRP un
ExoKI™ Haxoaka ¢ andy3Ha XMNoKMHE3Ns 1 neko Hama-
neHa ®U Ha JIK 43%. PewaBala pons we nma CMRI.

n3soau

Mpe3 nocnegHuTe rogvHu ce Habngasa TeHOEH-
LM KbM yBenuyaBaHe Ha cnydanTte Ha OKC npu xopa
noa 45-roguwHa Bb3pact. Mnagarta Bb3pacTt He Tpsb-
Ba fa 6bae npuyMHa 3a nogueHsiBaHe Ha CbCTOSIHMETO
Ha NauMeHTH, NOCTBLNUIN B CMELUHO 3BEHO CbC CTEHO-
KapgHa cumntoMmatuka gopu npu EKI ¢ MUHUManHm
OTKNMOHeHus. OT 3Ha4yeHne e CHEMaHETO Ha LaTtenHa
aHamHe3a, HaBpPEMEHHOTO Mn3sicHABaHe Ha P® 3a ate-
pockrneposa M npaBuiHaTa npeLeHka 3a uscnegBaHe
Ha Mapkepu 3a MMOKapAHa HeKpoa3a.

tion of sympathomimetics and parasympathomimet-
ics, beta-blockers and ergotamine alkaloids [11, 12].
Practice has shown that reduction of the underlying
RFs leads to a decrease in morbidity. The best ap-
proach to achieve this goal is within the framework
of joint coordinated action programs for prevention
and early diagnosis [13]. The administration of nitro-
glycerin results in a reduction or disappearance of
symptoms and ECG changes in patients with VSA,
with significant reduction of vasospasm depicted by
intracoronary administration of the drug [14].

In the described clinical case, invasive coronary
angiography revealed the presence of LAD vaso-
spasm with 85% eccentric stenosis without visible
atherosclerotic plaque or intraluminal thrombus.
Therefore, by definition, the diagnosis of MINOCA
could be made. For a definitive diagnosis of MINO-
CA, cardiac magnetic resonance imaging (CMRI)
is recommended to differentiate myocarditis, takot-
subo syndrome and cardiomyopathy. On the other
hand, stenosis remains significant despite intra-
coronary administration of nitroglycerin. Despite
the absence of thrombotic occlusion of the target
vessel, the late hospitalization of the patient after
the onset of the initial symptoms allows to consider
superimposed vasospasm on a significant athero-
sclerotic plaque or temporary thrombotic occlusion
with spontaneous recanalization. This points to the
diagnosis of STEMI type 1. Coronary angiography
cannot always illustrate intraluminal changes and
atherosclerotic plaques in detail. In these instanc-
es, the changes could be visualized by intravascular
ultrasound (IVUS) or optical coherence tomography
(OCT) if technically available. In the DD plan in this
case, the diagnosis of myocarditis was considered
as a third possibility given the history of diarrhea
before hospitalization, elevated CRP and EchoCG
findings — diffuse hypokinesia and slightly reduced
LV PH of 43%. CMRI will play a crucial role.

CONCLUSIONS

In recent years, there has been a tendency for an
increase in cases of ACS in people under the age of 45.
Young age should not be a reason to underestimate the
condition of patients admitted to emergency units with
chest pain, even if the ECG shows minimal changes. It
is important for medical specialists to take a thorough
history, establish the risk factors for cardiovascular dis-
eases, and correctly assess the need for evaluating
serum cardiac biomarkers.
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1. Mopanuticka u 0p.

[opw npn npoeegeHa CKAI' nocTaBsAHETO Ha OKOH-
yaTtenHa guvarHosa v gudepeHumpaHe Ha pasnuyHuTe
dopmu Ha OKC moxe ga e npegusBukaTenicTeo. Toea
Hanara npoBeXaaHe Ha Haco4YeHn TecToBe U n3cnea-
BaHUS KaTO BaszogunatatopeH TeCT Npy MHBa3UBHOTO
nacrnegsaHe, IVUS, OCT, CMRI n BHUMaTenHo knu-
HUYHO N MHCTPYMEHTANHO NpocneasiBaHe Ha nauueHTa
ypes nabopatopHu nscneasanud, EKIM n ExoKr.

He e deknapupaH KOHAUKM Ha uHmepecu
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