
asymptomatic mono– and polymorphic NSVT and after a few days appearance of poly-
morphic NSVT “torsade de pointes” like, symptomatic for presyncope. New changes
in kinetics appear on the echocardiogram: hypokinesia of medio–apical segments of
lateral, anterior wall septum. Therapy with metoprolol and lidocaine iv was started
with subsequent stabilization of the rhythm. CMR presented data suggestive of myo-
carditis. Patient performed several BEM at different time and centers: diagnostic
signs of myocarditis were not be found. Autoimmune and infectious disease screen-
ing, abdominal echography and a PET TC total body were been performed to
research a potential etiology, without positive result. Patient has been discharged
with wearable defibrillator and we waited for the ICD implantation in secondary pre-
vention. Follow–up CMR showed a resolution of inflammation and no signs of fibrosis.
Blood samples did not demonstrate a rise of cTn. After discharged, she has not had
news onset of ventricular arrhythmias.
Conclusion: The mechanisms underlying the occurrence of ventricular arrhythmias
during myocardial inflammation are less clear. Arrhythmias usually being self–limited
with no recurrences that follow the acute phase. Management of acute life–threaten-
ing arrhythmias is generally supportive and there is a lack of evidence to support the
use of specific antiarrhythmic agents. Wearable life vest has been presented as a
possible therapeutic option.
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The case: A 58–year–old man presented to ED because of fever, non–productive
cough and worsening dyspnea. The patient’s medical history was unremarkable.
On examination there was a hypoxic respiratory failure and the clinical picture rap-
idly evolved towards a cardiogenic shock characterized by altered mental status
and cool extremities. Vital parameters: peripheral blood pressure was of 60/
30mmHg, pulse rate of 126 bpm, respiratory rate of 30 breaths/min, temperature of
38 �C. Two episodes of ventricular fibrillation were resolved by electrical shocks.
The nasopharyngeal swab tested positive for COVID–19 on real–time reverse tran-
scriptase–polymerase chain reaction assay. Arterial blood gas analysis showed a
severe metabolic acidosis with hyperlactacidaemia (pH 7.26, excess basis–22 mEq/L,

lactates 10mmol/dL) and hypoxaemia. Situation evolved towards an end–organ hypo-
perfusion associated with multisystem organ failure (MOF). High resolution chest CT
demonstrated bilateral ground glass opacities consisting of COVID–19 related intersti-
tial pneumonia. 12–leads ECG demonstrated sinus rhythm with diffuse concave ST–
segment elevation. T–T echocardiogram showed: 1) severely thickened LV walls; 2)
decreased LV systolic function; 3) segmental wall motion abnormalities consisting of
akinesis of the LV distal segments with relatively preserved function at the base; 4)
LVEF) of 25%; 5) pericardial effusion. Thickened LV walls meant myocardial inflamma-
tory infiltration/edema and the final diagnosis was FULMINANT COVID–19 related
MYOCARDITIS. Patient underwent oro–tracheal intubationþinvasive ventilation. An
intra–aortic balloon pump (IABP) was placed on top of adrenaline (0.07lg/kg/min),
and noradrenaline (0.1lg/kg/min) was added for worsening hypotension (systolic
blood pressure: 80/67/60mmHg). Additional therapy consisted of intravenous high
dose diuretics, methyprednisolone, tucilizumab, immunoglobulin, ceftriaxone,
remdesivir. After 3 weeks, patient recovered a good respiratory and haemodinamic
status, LV wall thicknesses decreased and EF increased to normal values. The final
outcome was favorable.
Discussion: The prevalence of fulminant myocarditis among COVID–19 patients is
unclear. This simultaneous presentation of fulminant myocarditis and COVID–19 pneu-
monia favors an alternative pathogenetic pathway with possible acute replication
and direct dissemination of the virus through the blood or the lymphatic system from
the respiratory tract to the myocardium.
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A 53–year–old woman was admitted for chest pain for over two weeks, fever, dry
cough, fatigue and myalgia. Chest pain increased in supine position and inspiration.
Nasopharyngeal swab was positive for SARS–CoV–2 RT–PCR assay. Admission ECG dis-
played mild ST–segment elevation (0,5mm) in inferolateral leads and
echocardiogram showed normal left ventricular volume, mildly decreased left ven-
tricular EF (52%) and no regional wall motion abnormalities. Blood tests exhibited
elevated values of high–sensitivity troponin I (818 pg/mL), proBNP (19.190 pg/mL),
CRP (42mg/dL), D–Dimer test (1090 ng/mL) and WBC (13000/uL, N 89%, L 7%). IL–6
resulted slightly increased (18 ng/mL). ECG after 24 hours showed Twave inversion in
inferolateral leads. Coronary CT angiography revealed normal epicardial arteries. A
new echocardiogram, after five days, showed infero–basal hypokinesia, improved
global EF (57%) and minimal pericardial effusion. Aspirin and fondaparinoux were
started. Myopericarditis was suspected and high dose steroids were administered.
After a few days, symptoms improved and ECG, echocardiographic abnormalities and
troponin levels were normalized. At 6 weeks follow–up the patient was asymptom-
atic, ECG and echocardiogram were both normal. Instead cardiac MRI showed signs
of endothelial injury: presence of interstitial oedema in the inferoapical and antero-
septal wall (STIR–T2–weighted), without late gadolinium enhancement. We measured
blood levels of endothelial dysfunction markers: soluble ICAM–1, VCAM–1 and von
Willebrand factor (vWF). They all resulted elevated as compared to a laboratory pool
of normal serum (535 ng/ml, 265 ng/ml, and 1659 ng/ml, respectively). Our case was
suggestive of myopericarditis related to Sars–Cov–2, but echocardiogram and MRI did
not show signs of myocarditis permanent damage. However MRI showed interstitial
oedema and hyperemia, typical signs of endothelial injury. Moreover we found high
levels of soluble endothelial adhesion molecules, vWF, ICAM–1 and VCAM–1, likely ex-
pression of the microcirculatory endothelial dysfunction due to myocardial
endothelialitis.
In conclusion, our case report suggests that, in COVID–19, acute myocardial injury as-
sociated with clinical and investigational signs of myocarditis can be due to
myocardial endothelialitis rather than true myocarditis and that an early manage-
ment with anti–inflammatory drugs (steroids) can be particularly beneficial in
patients with unexplained elevated cardiac troponin.
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COVID 19 disease caused devasting health consequences from March 2020. The devel-
opment of effective vaccines against SARs COV 2 is an important weapon to defeat
this virus. However rare cases of vaccines complications have been reported includ-
ing myopericarditis above all in young males that we have to follow strictly and to
begin right therapy as soon as possible. Data regarding specific therapy about myper-
icarditis after COVid 19 vaccine are scanty. We report a case of 16 years old male
with no health problems, admitted in emergency department with chest pain re-
lieved by sitting posistion and persistent fever rised 24 h after receiving his second
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