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Arrhythmogenic Mechanisms in Heart Failure: Linking 12-Adrenergic Stimulation, Stretch, and Calcium.
Frontiers in Physiology, 2018, 9, 1453.

Arterial hypertension drives arrhythmia progression via specific structural remodeling in a porcine o7 19
model of atrial fibrillation. Heart Rhythm, 2018, 15, 1328-1336. :

The Subcellular Distribution of Ryanodine Receptors and L-Type Ca2+ Channels Modulates
Ca2+-Transient Properties and Spontaneous Ca2+-Release Events in Atrial Cardiomyocytes. Frontiers in
Physiology, 2018, 9, 1108.

Palmitate-Induced Vacuolar-Type H+-ATPase Inhibition Feeds Forward Into Insulin Resistance and 0.6 50
Contractile Dysfunction. Diabetes, 2017, 66, 1521-1534. :

Mechanosensitivity of microdomain calcium signalling in the heart. Progress in Biophysics and
Molecular Biology, 2017, 130, 288-301.

A two dimensional electromechanical model of a cardiomyocyte to assess intra-cellular regional 05 5
mechanical heterogeneities. PLoS ONE, 2017, 12, e0182915. ’
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