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Abstract 
Henoch Schönlein purpura (HSP) is a systemic vasculitis of the small vessels, due to the deposition of immune complexes containing IgA, affecting predominantly the skin, kidneys, gastrointestinal tract and joints1. The adult form of HSP is characterized by its rare incidence but most importantly by its serious clinical manifestations, especially its myocardial ones2. Hereby, we present the case of a multisystemic adult HSP revealed by an acute heart failure.

Case report :  A 30-year-old man presented to the emergency department with worsening exertional dyspnea, progressively beginning one month before his admission, becoming class III of NYHA with edema of the lower limbs and diffuse abdominal pain, with no other cardiovascular symptoms. He has no history of medical treatment intake, nor of any cardiovascular, hepatic or kidney disease. 

On physical examination, he was conscious, with a GSG=15/15, his blood pressure was 100/60 mmHg, and was symmetrical, his heart rate was 102 bpm, his respiratory rate was 25 cpm , his temperature was 36.7 °C, his blood oxygen saturation was 95 % ,  and he had an icterus conjunctiva. The cardiopulmonary auscultation revealed a well perceived regular heart sounds, a few scattered bibasal crackles, a third sound, without any murmurs, and with edemas of the two lower limbs and ascites on abdominal examination. Dermatological examination revealed the presence of a purple palpable rash on the extensor surface of the two lower limbs and the thorax. He had a normal diuresis.

Laboratory tests showed hemoglobin of 9.5 g/dl normochromic normocytic, white blood cells of 10  k/µl, neutrophils 73% ,lymphocytes 13.9%  ,monocytes 12 % ,eosinophils 0.8% platelets of 229 k/µl, and elevated levels of C Reactive protein of 40  mg/dl. Blood urea was 7mg /dl, and serum creatinine 0.7 mg/dl. Serum electrolytes were within normal range. Liver function tests were increased (AST369 ALT 540) LDH (375) . Prothrombin ration was low at 40.5%  with a spontaneous INR at 1.77.Urine examination revealed albuminuria, and the 24-hour urine protein estimation was 2.3 grams.Markers for Hepatitis A, B, C, and HIV were negative. 

ECG showed a sinus tachycardia of a 105 bpm, a normal heart axis, and a left bundle branch block. High sensitivity troponin levels were at 32.24 ng/l ( 0-13)

The TTE on admission revealed a dilated left ventricle  , with a global hypokinesis, a severe LV dysfunction (LVEF=25%),  a moderate mitral regurgitation, elevated filling pressures, dilated left and right auricles and a dilated RV , with a longitudinal moderate systolic dysfunction. The pulmonary pressures were estimated via the tricuspid regurgitation to 78 mmHg and the inferior vena cava was dilated and non-compliant. There was no pericardial effusion. The CMR could not be performed due to its lack in the hospital setting.

The CT-scan showed a dilated sus-hepatic veins, with a normal portal vein that was well opacified and no collateral circulation, a peritoneal effusion of moderate abundance with no signs of portal hypertension, a cardiomegaly with bilateral pleural effusion of moderate abundance , and bilateral alveolar parenchymal lesions predominating in the lung basis. Skin biopsies taken from the palpable rash showed a leukocytoclastic vasculitis with neutrophilic infiltration involving the upper layers of the skin. Immunostaining confirmed the presence of IgA depositions. The renal biopsy could not be performed due to the coagulation state of the patient. The diagnosis of an Henoch- Schönlein purpura with myocarditis, cutaneous and renal involvement was retained.  His treatment included furosemide 120 mg daily, with potassium supplementation, Sacubitril-valsartan 49 mg/51 mg daily, vitamin K 10 mg, albumin perfusions, and 7 successive days of high-dose intravenous methylprednisolone pulse therapy, followed by a 1mg/kg of oral prednisolone daily. The symptoms and clinical signs of acute heart failure were improved but we noted the persistence of the myocardial involvement on TTE after 1 month of treatment, with no improvement of the LVEF that remained at 25% . effects which decrease quality of life.
Conclusion : Our observation illustrates the possibility and the gravity of the myocardial involvement in the HSP vasculitis. Only a few cases of HSP and myocarditis were reported in the literature3,4, where the vast majority were males and where the myocardial involvement was life threatening5. 
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