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In Vivo Remodeling of an Extracellular Matrix Cardiac Patch in an Ovine Model. ASAIO Journal, 2019,

65, 744-752. 1.6 7

Myofibroblast-Specific TGFi2 Receptor Il Signaling in the Fibrotic Response to Cardiac Myosin Binding
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Cardiac Fibrosis in Proteotoxic Cardiac Disease is Dependent Upon Myofibroblast TGFa€#2 Signaling.
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Aberrant Mitochondrial Fission Is Maladaptive in Desmin Mutation&€“Induced Cardiac Proteotoxicity.
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Increased susceptibility to structural acute Ridney injury in a mouse model of presymptomatic
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Making the connections: Autophagy and post-translational modifications in cardiomyocytes.
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Guidelines for the use and interpretation of assays for monitoring autophagy (3rd edition).
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Phosphorylation and calcium antagonistically tune myosin-binding protein Ca4€™s structure and
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Functional significance of the discordance between transcriptional profile and left ventricular

structure/function during reverse remodeling. JCl Insight, 2016, 1, e86038. 5.0 33
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Myosin-binding protein C corrects an intrinsic inhomogeneity in cardiac excitation-contraction
coupling. Science Advances, 2015, 1, .
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The absence of MuRF1 protects against Calpainla€induced systolic dysfunction in vivo. FASEB Journal,
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Desensitization of Myofilaments to Ca <suF>2+<lsup> as a Therapeutic Target for Hypertrophic
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Post-translational control of cardiac hemodynamics through myosin binding protein C. Pflugers

Archiv European Journal of Physiology, 2014, 466, 231-236.
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Proteotoxicity: An underappreciated pathology in cardiac disease. Journal of Molecular and Cellular
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Sumo E2 Enzyme UBC9 Is Required for Efficient Protein Quality Control in Cardiomyocytes. 45 59
Circulation Research, 2014, 115, 721-729. :

Functional dissection of myosin binding protein C phosphorylation. Journal of Molecular and
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An Endogenously Produced Fragment of Cardiac Myosin-Binding Protein C Is Pathogenic and Can Lead 45 2
to Heart Failure. Circulation Research, 2013, 113, 553-561. ’

Enhanced autophagy ameliorates cardiac proteinopathy. Journal of Clinical Investigation, 2013, 123,
5284-5297.

Determination of the critical residues responsible for cardiac myosin binding protein C's
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Unique single molecule binding of cardiac myosin binding protein-C to actin and
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Desmin-related cardiomyopathy: an unfolding story. American Journal of Physiology - Heart and
Circulatory Physiology, 2011, 301, H1220-H1228.
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Manipulation of Death Pathways in Desmin-Related Cardiomyopathy. Circulation Research, 2010, 106,
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Overexpressed Cardiac Gs alpha Protects Against Myocardial Ischemic Injury in Conscious Rabbits.
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Distribution and Structure-Function Relationship of Myosin Heavy Chain Isoforms in the Adult Mouse
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