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Myocardial infarction with non obstructive coronary arteries (MINOCA) according to definitions of
2020 ESC Guidelines: clinical profile and prognosis
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Background: MINOCA's physiopathology, treatment and prognosis are yet
to be completely understood. The aim of this study is to compare baseline
characteristics and prognosis of MINOCA patients and those of patients
with myocardial infarction (MI) and obstructive coronary arteries.
Methods: We analysed all consecutive patients with Ml who underwent
coronary angiography admitted in a University Hospital covering a popula-
tion of 220.000 people during a period of 60 months. The database and the
all the patient’s angiographies were revised by a group of experts in order
to adequate MINOCA to 2020 ESC Guidelines definition and the American
Heart Association position paper.

Results: 680 patients, 68 of whom were MINOCA (10%) with a median of
follow up of 3116 months were analysed (see table 1). We found no dif-
ferences in both groups’ age. Female gender was more prevalent among
MINOCA patients. The underlying mechanism in MINOCA was coronary
spasm (17.6%), plaque rupture (13.2%), coronary embolism (7.4%), coro-
nary dissection (2.9%), type Il infarction (19.1%) or unknown (39.7%).
Coronary arteries in MINOCA patients had no obstructions at all in 57.4%,
and 30-50% obstruction in 42.6% of the cases. MINOCA patients didn’t
have higher prevalence of cancer, autoimmune or psychiatric diseases,
dyslipidaemia, hypertension or inflammatory analytical parameters. How-
ever, we found significant differences in atrial fibrillation, migraine, con-

nective tissue diseases, tobacco use and diabetes. We found no effect
of stress in the development of MINOCA (measured with validated STAI
and DS-14 scales). Symptoms at admission didn't differ between the two
groups, but those with MINOCA had normal ECG more frequently. Progno-
sis showed relevant differences, as MINOCA patients had less major car-
diovascular complications, such as inotropic requirements (0% Vs 4.8%,
p=0.04), shock (0% vs 6.6%, p=0.013) and left ventricular dysfunction (11.8
vs 30.2, p=0.015). Furthermore, myocardial injury biomarkers’ levels were,
significantly lower in MINOCA patients. Death rates tend to be lower both
in hospital (0% vs 3.1%, p=0.131) and during follow up (9.1% vs 11.5%,
p=0.369).

Conclusion: Analysing MINOCA patients’ clinical profile might help us un-
derstanding the underlying physiopathology, prognosis and treatment tar-
gets. In these patients, classic cardiovascular risk factors don't appear to
be as important as in obstructive patients. At admission, we found no clin-
ical differences that could help making an early diagnosis, even if those
with normal ECG and lower levels of myocardial injury biomarkers are
more likely to have non-obstructive coronary arteries. These patients seem
to have better prognosis and lower myocardial injury than those with ob-
structive coronary arteries. Further research is needed to provide more
evidence on the accurate treatment of these patients.

Table 1: Baseline characteristics of patients with MINOCA Vs Mi with obstructive coronary arteries.

MINOCA (68) Obstructive (612) ]
Male sex (%) 52.9(N=36) 76.6(N=469) <0.01
Age median [years) 70+115 71+10 0.355
Atrial fibrillation (%) 147 (N=10) 7.4(N=45) 0.038
Psychiatric disease (%) 19.1(N=13) 12.1(N=74) 0.079
Migraine (%) 11.8(N=8) 3.3(N=20) 0.04
Cancer (%) 147 (N=10) 12.0(N=73) 0139
Autoimmune disease 132(N=9) 7.0(N=43) 0.064
Connective tissuedisease (%) 59(N=4) 13(N=8) 0.025
Smokers (%) 44.8(N=30) 72.3(N=395) <0.01
Diabetes (%) 20.6(N=14) 34.8(N=212) 0.011
Dyslipidaemia (%) 448(N=30) 55.8(N=339) 0.055
Hypertension (%) 67.6(N=46) 61.0(N=371) 0175
Stress (%) S0.0(N=43) 33.5(N=145) 0.079
Previoustr ith acetylsalicylic acid (%) 17.6(N=12) 29.9(N=182) 0.021
Chest pain at admission (%) 76.5(N=52) 83.5(N=511) 0.102
Normal ECG at admission (%) 235(N=16) 11.3(N=68) <001
duced Left icle Ejection Fraction at disch (%) 11.8(N=8) 30.2(N=189) 0.015
Treatmentwith AAS at discharge (%) 63.2 (N=43) 97.6(N=578) <0.01
T with doubl lettherapy at discharge (%) 52.9(N=56) 92.4(N=547) <0.01
Treatmentwith IECA at discharge (%) 42.6(N=29) 64.3(N=380) 0.07
Treatment with beta blockers at discharge (%) S1.5(N=35) 84.7 (N =500) <0.01
Treatmentwith statins at discharge (%) 73.5(N=50) 95.9(N=568) <001
qui during hospitalization (%) 0.0(N=0) 8.5(N=50) 0.04
Acute pul y oedema during hospitalization (%) 0.0(N=0) 4.8(N=29) 0.43
Cardiogenic shock during hospitalization (%) 0.0(N=0) 6.6 (N=40) 0.013
Death during hospitalization (%) 0.0(N=0) 3.1(N=19) 0131
Death during follow-up (%) 9.1(N=6) 11.5(N=65) 0.369
STAI scale punctuation (points) 26+18 38+135 0537
DS-14 scale punctuation (points) 225%12.0 18.0%75 0.689
Creatinine at admission (mg/dL) 09£0.15 1£015 0.013
Troponine T hs (ng/L) 273%1755 942.5£11605 <0.01
CK(u/L) 199.05+136.0 43324565 <0.01
C- Reactive Protein (mg/L) 4+4 5%55 0.195
Heartrate (bpm) 78:125 78:115 0.417
lic blood pressureat admission (mmHg) 149+21 130419 0.26

* Qualitative variabl p das percentage and number of cases. Quantitativevariablesare | edi dinterquartile rang
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