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Aims: The characteristics and clinical course of hospitalized patients with
Coronavirus disease 2019 (COVID-19) have been widely described, while long-term
data are still poor. The aim of this study was to evaluate the long-term clinical out-
come and its association with right ventricular (RV) dysfunction in hospitalized
patients with COVID-19.
Methods and results: This was a retrospective multicentre study of consecutive
COVID-19 patients hospitalized at seven Italian Hospitals from 28 February to 20 April
2020. The study population was divided into two groups according to echocardio-
graphic evidence of RV dysfunction defined by tricuspid annular plane systolic
excursion (TAPSE) value <17mm in accordance with the current guidelines. The pri-
mary study outcome was 1-year mortality. The study population consisted of 224
patients (mean age 696 14, male sex 62%); RV dysfunction was diagnosed in 63 cases
(28%). Patients with RV dysfunction were older (75 vs. 67 years, P< 0.001) and
showed a higher prevalence of coronary artery disease (27% vs. 11%, P¼ 0.003),
heart failure (5% vs. 22%; P< 0.001), chronic obstructive pulmonary disease (13% vs.
38%; P< 0.001), and chronic kidney disease (12% vs. 39%; P< 0.001). Left ventricular
ejection fraction (LVEF) was significantly lower in patients with RV dysfunction that
in those without (55% vs. 50%; P< 0.001). The rate of mortality at 1-year was signifi-
cantly higher in patients with RV dysfunction as compared with those without (67%
vs. 28%; P � 0.001). After propensity score matching, patients with RV dysfunction
showed a significantly lower long-term survival than patients without RV dysfunction
(62% vs. 29%, P< 0.001). At multivariable Cox regression analysis, TAPSE, LVEF and
acute respiratory distress syndrome during the hospitalization were independently
associated with 1-year mortality (Table).
Conclusions: RV dysfunction is a relatively common finding in hospitalized patients
with COVID-19 and is independently associated with an higher risk of mortality at
one-year follow-up.
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Recent data support the existence of a distinctive ‘vascular’ phenotype with the in-
volvement of both pulmonary parenchyma and its circulation in COVID-19
pneumonia. Its prompt identification is important for the accurate management of
COVID-19 patients. The aim is to analyse the pro and contra of the different modali-
ties to identify the ‘vascular’ phenotype. Chest computed tomography scan and
angiogram may quantify both parenchyma and vascular damage, but the presence of
thrombosis of pulmonary micro-circulation may be missed. Increased D-dimer

concentration confirms a thrombotic state, but it cannot localize the thrombus. An
elevation of troponin concentration nonspecifically reflects cardiac injury.
Echocardiogram and electrocardiogram provide specific signs of right ventricular
pressure overload. This is particularly relevant for the ‘vascular’ phenotype which
does not necessarily represent the result of thromboembolic venous complications
but, more frequently, it is the result of pulmonary microcirculation thrombosis in
situ and needs immediate therapeutic action.
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Aims: Severe pulmonary complications are well described in the coronavirus disease
2019 (COVID-19) and cardiovascular diseases (CVDs) have been documented as well.
Most patients (pts) recover quickly; nevertheless, the potential long-term cardiovas-
cular sequalae of COVID-19 remain currently unknown. The aim was to report cases
of acute coronary syndromes (ACS) after healing from COVID-19 and their features at
coronary angiography; secondary purpose was to hypothesize the underlying
mechanisms.
Methods and results: A retrospective study was performed by acquiring data from
the electronic medical record. From January to June 2021, four hypertensive pts
(646 17 years old; three males) with no history of CVDs and previous symptomatic
SARS-CoV-2 infection (mean interval from first positive molecular swab 476 32 days;
all recovered after 15 days with double negative swab) were admitted to the emer-
gency department for ST-elevation myocardial infarction (3 anterior and one
inferior). At admission, the SARS-CoV-2 molecular swab tested negative, left ventri-
cle ejection fraction was 426 12%, troponin T and Nt-proBNP values were 476 24 ng/
l and 11806 978 ng/l, respectively. Emergency coronary angiography showed single-
vessel acute thrombotic occlusion (in three cases of the anterior descending artery
and in one case of the right coronary artery), with no evidence of atherosclerotic dis-
ease. Because of the high thrombotic burden, in all cases a mechanical thrombus
aspiration system was used, tirofiban infusion started and no balloon angioplasty or
drug-eluting stent implantation was necessary (Figures A–D). After 72 h, a second
SARS-CoV-2 molecular swab tested also negative. In the following days, the pts grad-
ually recovered and they were discharged home.
Conclusions: These cases deserve specific considerations both on the pathophysio-
logic mechanisms of the ACS possibly related to SARS-CoV-2 and on the subsequent
long-term sequelae. Among various pathophysiologic mechanisms proposed, the high
affinity of the spike protein for the angiotensin converting enzyme two receptor
(expressed by both cardiac and endothelial cells) could explain direct cardiac viral
infection and vasculitis with possible development of thrombosis. The latter could
contribute both to acute and long-term cardiac sequelae, even months after the
acute infection, configuring a sort of ‘cardiac post-Covid syndrome’. Whether and

Abstracts G91


