


UN CAS



Patiente de 6 ans adressée par sa pédiatre pour investigation
d'une hépatomeégalie:

Asthénie depuis 5 mois
Diminution de l'appétit
Episodes de vomissements et de diarrhées intermittentes

Episode fébrile il y a 6 mois: vomissement et diarrhées.
Virose ?



Poids : 19.7kg (P25-50)

Taille : 113cm (P25-50)

TAS : 99mmHg ; TAD : 77mmHg

FC : 106/min

Pale

Eupnéique

Pas de souffle audible

hépatomégalie a 6 cm du rebord costal, rate non palpable
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FQCIETY OF
L ARTHODOGY

Currentstate of knowledge on aetiology, diagnosis,
management, and therapy of myocarditis:
a position statement of the European Society

of Cardiology Working Group on Myocardial
and Pericardial Diseases
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Table5 Diagnostic cardiac magnetic resonance criteria for myocarditis

Inthe setting of clinically suspected myocarditis (Tables 3—4), CMR findings are consistent with myocardial inflammation, if at least two of the following criteria
are present:

(1) Regional or global myocardial signal intensity increase in T2-weighted oedema images®

(2) Increased global myocardial early gadolinium enhancement ratio between myocardium and skeletal muscle in gadolinium-enhanced T1-weighted images”

(3) Thereis at least one focal lesion with non-ischaemic regional distribution in inversion recovery-prepared gadolinium-enhanced T1-weighted images (late
gadolinium enhancement)®

A CMR study is consistent with myocyte injury and/or scar caused by myocardial inflammation if Criterion 3 is present
Arepeat CMR study between 1 and 2 weeks after the initial CMR study is recommended if

» MNone of the criteria are present, but the onset of symptoms has been very recent and there is strong clinical evidence for myecardial inflammation
* One of the criteria is present

The presence of LV dysfunction or pericardial effusion provides additional, supportive evidence for myocarditis

Table reprinted with permission from (20).

*Global signalintensity (S1) increase has to be quartified by an Sl ratio of myocardium over skeletal muscle of =2.0. If the edema is more subendocardial or transmuralin combination
with a colocalized ischaemic (including the subendocardial layer) pattern of late gadolinium enhancement, acute myocardial infarction is more likely and should be reported

°A global S| enhancement ratio of myocardium over skeletal muscle of =4.0 or an absolute myocardial enhancement of =45% is consistent with myocarditis.

“mages should be obtained at least 5 min after gadalinium injection; foci typically exclude the subendocardial layer, are often multifocal, and involve the subepicardium. If the late
gadolinium enhancement pattern clearly indicates myocardialinfarction and is colocalized with a transmural regional edema, acute myocardial infarction is more likely and should be

reported.






Recommendations

21. Immunosuppression should be started only after ruling out
active infection an EMB by PCR.

22 Bazed on experience with non-cardiac autoimmune
disease, the task group recommends consideration of im-
munosuppression in proven autolmmune (e.g infection-
negative) forms of myocarditis, with no contraindications
to immunosuppression, including giant cell myocarditis,
cardiac sarcoidosis, and myocarditis associated with
known extra-cardiac autoimmune disease.'*"

23. Steroid therapy is indicated in cardiac sarcoidosis in the
presence of ventricular dysfunction andf/or arrbythmia
and in some forms of infection-negative ecsinophilic or
toxic myocarditis with heart failure and/or arrhythmia.

24, Immunosuppression may be considered, on an individual
basis,in infection-negative lymphocytic myocarditis refrac-
tory to standard therapy in patients with no contraindica-
tions to iMmmunosuppression.

25. Follow-up EMB may be required to guide the intensity and

the length of immunosuppression.
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Immunologique:

IVIG 19 / kg iv sur 24 h 2x
Schéma prednisone:

-1 mg/kg 1x/j ad J5

- 0.5 mg/kg 1x/j ad J5

- 0.25 mg/kg 1x/j ad J5

Spironolactone 20 mg 2x/j
Captopril 7 mg 3x/j
Torasemide 2.5 mg 1x/j
Bisoprolol 2.5 mg 1x/j
Entresto /Enalapril



Entresto-
(sacubitril/valsartan) fablefs

24/26mp - 49/51ma - 871103 ma









ET ENSUITE ?









1901: Alexis Carrel (Lyon)
Premiere greffe rénal animale expérimentale
1905: Charles Claude Guthrie (Chicago)

Premiere greffe cardiaqgue hétérotopique animale,
anastomose vasculaire sur le chien

1930: Franck C. Mann (Mayo Clinic)
Héparine
Description du rejet

1946: Vladimar Petrovich Demikhov (Moscou)
Premiere greffe cardiaque intrathoracique animale

Mendeloff EN. The history of pediatric heart and lung transplantation. Pediatr Transplantation 2002: 6: 270-279



1960: Lower & Shumway (Stanford)

Cardioplégie, Greffon 4°C, technique de la coiffe des
oreillettes

1964: James Hardy (Mississipi)
Premiere Xénogreffe cardiaque (Chimpanzé- humain)

1967: Christian Barnard (Cape Town)
Premiere greffe cardiaque adulte

1967: Adrian Kantrowitz (New York)
Premiere greffe cardiaque pédiatrique



1. After the racipient is
placed on cardiopul-
monary bypass, the
heart is removed.

2. The posterior walls of
the recipient's left and
right atria are left intact,

3. The left atnum of donor POSTOPERATIVE RESULT
heart is anastomosed to
the recipient’s residual
posterior atrial walls, and
the other atrial walls, the
atrial septum, and the
great vessels are joined.



En 2017, le recul sur la transplantation cardiaque pédiatrique a atteint 35 ans

The Journal of Heart and Lung Transplantation, Vol 32, No 10, October 2013












Myocardite est d’abord une maladie infectieuse
qui se transforme en maladie auto-immune

Son identification, son traitement et sa prise en
charge nécessite des moyens techniques et
humains importants






