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Obesity is associated with fat «spg&ﬁver»
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Patients with type 2 diabetes without ATS show comp?omlsed
meal-related increase in myocardial blood(ﬂ%w
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HEART FAILURE: The functional metaboljﬁ%ontinuum
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Nello scompenso cardiaco gli ac\lqdpgrasm liberi
si associano a un ridotto congﬁ’mo di ossigeno?
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