
Sleep disorders were present in 73%. Regarding health needs, 16% had to reschedule
medical check–ups due to personal choice or hospital unavailability.
Conclusions: Quarantine appeared to have different effects on CV risk factors. During
lockdown, on–site work was limited, which may partially account for the observed lifestyle
changes. Physical activity was reduced/interrupted in more than half of the population,
whereas dietary pattern did not change in the vast majority of subjects, with only a small
proportion reporting worse dietary habits. Body weight increased in only a minority of sub-
jects, though this may be underestimated because most participants did not monitor their
weight. Cigarette consumption was higher for the majority of active smokers. Similarly,
sleep disorders were present in the vast majority of subjects. To conclude, consistent with
current literature, our real–world data confirm that quarantine seems to have affected
lifestyle habits defining CV risk profile differently. A patient–tailored approach should be
implemented to minimise possible detrimental effects of quarantine on CV health.
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RETROSPECTIVE CASE SERIES
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F. Colivicchi
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Background: COVID–19 presents with a wide range of symptoms, from mild flu–like
complaints to severe acute respiratory distress and cardiovascular complications.
Recent literature provides some case reports of Tako–Tsubo syndrome (TTS) in COVID–
19 patients. However, its prevalence, pathophysiological mechanisms and prognostic
impact in this setting is unknown.
Methods: We collected data of patients hospitalized for COVID–19 in our multidisci-
plinary COVID–19 department who had a diagnosis of TTS during hospitalization. The
criteria for hospital admission were: 1) naso–pharyngeal polymerase chain reaction
diagnosis of SARS–CoV–2 infection and 2) symptoms and signs of mild–moderate
COVID–19 with a paO2/FIO2 ratio > 200. The period of the study covered the second
and third wave of the pandemic in Italy.
Results: Of 635 patients admitted to our centre, we had four cases, two males and two
females, with TTS associated with COVID–19. No patient had any classical trigger for TTS ex-
cept for COVID–19. Mean age was 72 years (67–81) and all patients had a diagnosis of SARS–
CoV–2–related interstitial pneumonia confirmed by computed tomography. One patient was
admitted to our centre after stabilization of a critical respiratory distress syndrome that re-
quired intubation. All patients showed typical apical ballooning with a transitory reduction
of left ventricle (LV) systolic function. The mean LV ejection fraction (LVEF) at TTS onset
was 42% (40–48%). ECG showed ST–segment elevation in two cases, while an evolution with
negative Twaves and long QTc was observed in all patients. All patients were treated in the
intensive care unit (ICU), with a median ICU stay of 9 days. The long ICU stay duration was
due to intercurrent superinfections. All patients recovered a normal LVEF before discharge.
The mean value of the high–sensitivity troponin T peak was 1092ng/L. Three patients
underwent coronary angiography. One patient needed vasopressors in the acute phase. Two
patients had a previous diagnosis of cognitive impairment. The time interval from hospital
admission to TTS onset was 4 (2–6) days, and the time interval from COVID–19 symptom on-
set to TTS diagnosis was 10 (8–12) days. The mean hospital stay was 32 days (26–37).
Conclusion: COVID–19 may be a trigger for TTS. Possible mechanisms to explain
the contribution of COVID–19 to TTS development include the activation of the inflamma-
tory cascade, direct myocardial injury, and stress–related conditions due to COVID–19.
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Background: Troponin (TN) is the biomarker of choice for the detection of cardio-
myocite injury. Elevation of TN has been noted in COVID–19 patients (pts),
implicating myocardial injury as a possible pathogenic mechanism contributing to
disease severity.
Aim: To assess the in–hospital prognostic significance of baseline TN levels in COVID–19
pts. Methods. The data of 192 consecutive COVID–19 individuals (mean age 70615 yrs,
54.6% males) hospitalized in a single institution were retrospectively analysed. According
to the baseline TN–I levels (normal value up to 34pg/ml), the whole population was di-
vided into normal (Group A) and elevated (Group B) TN–I. Demographic parameters,
clinical history, pharmacological treatments and laboratory data at the admission were
evaluated. The length–of–stay, rate of orotracheal intubation, non–invasive ventilation and
in–hospital mortality were considered as prognostic parameters.
Results: One–hundred–fifty–seven pts belonged to Group A, while thirty–five pts to Group
B. Group A pts were significantly younger (67614 vs 79 612 yrs, p< 0.001). As expected,
a better renal profile was observed in pts with normal TN–I levels (eGFR 82625ml/m’ in
Group A vs 48630ml/m’ in Group B, p< 0.001). No differences were noted between the
two groups in the prevalence of diabetes, previous CAD, hypertension, ACE/ARBs treat-
ment. The length–of–stay was similar (21611days in Group A vs 19617 days in Group B,
respectively, p¼ns). Also, the need for orotracheal intubation (11.4% vs 11.5% p¼ns) and
non–invasive ventilation (26.8% vs 28.6%, p¼ns), were not significantly different between
Group A and Group B. However, the in–hospital mortality was considerably lower in pts
with normal baseline TN–I, as compared to those with a definite level of cardiomyocyte
damage (20/157 Group A pts, 12.7%, vs 15/35 Group B pts, 42.9%, p< 0.001).
Conclusion: Our data demonstrate that high TN–I baseline level upon admission
should be considered as a strong prognostic parameter in pts hospitalized for COVID–
19. In our population, this observation seems not to be related to the different
comorbidities, except for the renal function profile.
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Introduction: In Northern Italy, from October 2020 to April 2021, the second wave of
COVID–19 pandemic recorded the highest incidence of infections ever. In this semes-
ter, the Lombardy region alone counted 43,318 positive cases and 16,710 deaths. It is
well known how COVID–19 leads to a negative prognosis in acute coronary syndrome
(ACS). This study aims to analyze the dramatic consequences of SARS–CoV2 infection
on patients with concomitant ACS during the worst pandemic period ever recorded in
Northern Italy.
Materials and Methods: The study enrolled 255 consecutive patients who have been
hospitalized for ACS (STEMI or NSTEMI) from October 2020 to April 2021, both from
the hub and spoke hospitals. Two subgroups are compared: the first is composed of
patients who have tested positive for at least one molecular SARS–CoV2 swab (at ad-
mission or during hospitalization), the other group is composed of patients who have
been tested negative to SARS–CoV2 swab. Major clinical data, risk factors (RF),
comorbidities, laboratory findings, reperfusion times, drug therapy, complications
and in–hospital mortality were systematically collected.
Results: Patients main characteristics are shown in Table 1. No differences have
been observed in clinical history, RF and comorbidities in the subgroups. At admis-
sion, the incidence of acute pulmonary edema (APE) and respiratory symptoms was
significantly higher in the SARS–CoV2 group, respectively 14% (p¼ 0.005) and 18%
(p¼ 0.017). No differences in the “onset to door” and “door to needle” delays have
been recorded. The incidence of the composite in–hospital complications is markedly
increased in SARS–CoV2 group. Compared to negative patients, a higher mortality
rates (18% Vs. 4%; p¼ 0.017), higher incidences of acute renal failure (ARF) (18% Vs.
5%; p¼ 0.037), cardiogenic shock (14% Vs. 3%; p¼ 0.033) and a wider prescription of
inotropes (23% Vs. 10%; p¼ 0.009) in the SARS–CoV2 cohort.
Conclusion: The study confirms the negative prognostic impact of COVID–19 infection on
ACS, recording a significantly higher rate of all major complications, both related to ische-
mia with multiorgan failure and interstitial pneumonia. Higher incidence of APE,
cardiogenic shock and ARF has been observed in SARS–CoV2 positive subgroup, which is
corroborated by a quadrupled risk of in–hospital mortality in the COVID–19 cohort.
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Background: The rate of post–vaccine myocarditis is being studied from the beginning
of the massive vaccination campaign against Sars–Cov–2, reporting a very low incidence.
Although a direct cause–effect relationship has been described, in most cases the vac-
cine pathophysiological role is doubtful. Moreover, it is not quite as clear as having had
a previous myocarditis could be a risk factor for a post–vaccine disease relapse.
Case Presentation: A 27–year–old man presented to the ED for palpitations and pericar-
dial chest pain radiated to the upper left limb, on the 4th day after the third dose of
BNT162b2 vaccine. He experienced a previous myocarditis 3 years before, with full recov-
ery and no other comorbidities. ECG showed a diffuse ST segment elevation and a cardiac
echo showed lateral hypokinesia with preserved ejection fraction. Troponine–T was ele-
vated (160ng/l), chest x–ray was normal, and the Sars–Cov–2 molecular buffer was
negative. High–dose anti–inflammatory therapy with ibuprofen and colchicine was started;
in the 3rd day high sensitivity Troponin I reached a peak (hsTnI) of 23000ng/L. No heart
failure or arrhythmias were observed. A cardiac MRI was performed showing normal
biventricular systolic function, areas of LGE with non–ischemic subepicardial pattern at
the level of the anterior wall with increased T2 signal, suggestive for a recurrence of
myocarditis. A left ventricle electroanatomic voltage mapping was negative (both unipolar
and bipolar), while the endomiocardial biopsy showed a picture consistent with active
myocarditis. The patient was discharged in good shape, with normal hsTnI values on biso-
prolol 1.25mg, ramipril 2.5mg, ibuprofen 600mg three times a day, colchicine 0.5mg
twice a day. Discussion: We presented the case of a young man with history of previous
myocarditis, admitted with a non–complicated acute myopericarditis relapse occurred 4
days after Sars–Cov–2 vaccination (3rd dose). Despite the observed very low incidence of
cardiac complications following BNT162b2 administration, and the lack of a clear proof of
a direct cause–effect relationship, we think that in our patient this link can be more than
likely. In the probable need for additional Sars–Cov–2 vaccine doses in the next future,
studies addressing the risk–benefit balance of this subset of patient are warranted.
Conclusion: We described a multidisciplinary management of a case of myocarditis
recurrence after the third dose of Sars–Cov–2 BNT162b2 vaccine.
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